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1 
INTRODUCTION 
 
Chronic Kidney Disease (CKD), is a major health problem in India. As per the 
Kidney Diseases Improving Global Outcomes (KDIGO) 2012, CKD is defined
1
 as 
abnormalities of kidney structure or function present for more than three months. 
Presence of either of the following markers of kidney damage (one or more) present 
for > 3 months is considered as criteria for CKD.   
1. Decreased Glomerular Filtration Rate (GFR) < 60 ml/min/1.73 m
2
.  
2. Albuminuria (Albumin Excretion Rate (AER)  30 mg/ 24 hrs, Albumin Creatinine 
Ratio (ACR)  30 mg/g).                                                                                        
3. Urine Sediment abnormalities.                                                                                       
4. Electrolyte and other abnormalities due to tubular disorder.        
5. Abnormalities detected by histology.  
6. Structural abnormalities detected by imaging. 
7. History of Kidney transplantation.                             
As per the Screening and Early Evaluation of Kidney Disease (SEEK) India, 
study the prevalence of CKD in India is 17.2%(Stage1-5).
2
 The prevalence of CKD 
globally remain up to 13.4%.
3
As per KDIGO 2012, CKD stages are determined 
according to estimated Glomerular Filtration Rate (eGFR) categories as G1-G5 and 
Albuminuria Categories as A1-A3, stressing the importance of albuminuria in 
predicting the prognosis of CKD.
1
 
An upsurge in CKD has been attributed to the following risk factors age, sex, 
race, hypertension, diabetes mellitus, obesity, smoking, cardiovascular disease, 
exposure to nephrotoxic drugs, agrochemicals, herbal medication and food 
additives.
4,5
 Serum elevation of excretory products like metabolites of purines, amino 
acid catabolism (urea and uric acid) has been attributed to decreased GFR.
6,7,8
 
 
2 
There is growing evidence that abnormalities in lipid metabolism may also 
contribute to progression of renal dysfunction.
9
 High level of Triglycerides (TGL) and 
low High Density Cholesterol (HDLc) are identified as risk factors of renal 
dysfunction.
10,11
 The ratio of TGL/HDLc and renal dysfunction is under study and a 
study among adult Koreans has stated that elevated TG/HDLc ratio is associated with 
renal dysfunction.
12
 Injury induced by cellular TGL accumulation can cause 
disruption and damage to the cellular homeostasis. TGL accumulation caused renal 
tubular damage in both, in vivo and in vitro models.
13
 HDLc promote TGL clearance 
from circulation and prevents lipid deposition in the arterial walls which may slow the 
progression of CKD.
14,15
 
Thyroid hormones were also found to influence GFR, tubular secretion and 
absorption.
16,17
One study has shown that normal to high levels of Thyroid Stimulating 
Hormone (TSH) and normal to low levels of free triiodothyronine (FT3) were 
associated with increased risk of CKD in euthyroid subjects.
18
 It is also said that high 
level of serum free thyroxine (FT4) was associated with increased risk of CKD rather 
than TSH and FT3.There was also associated rapid decline in eGFR.
19
Many studies 
have found that hypothyroidism is associated with dyslipidemia and renal 
dysfunction.
20,21,22
 The association of thyroid dysfunction and dyslipidemia may play 
an important role in pathogenesis of renal dysfunction.Heat stress and dehydration are 
considered as risk factors for CKD. The pathophysiology is due to dehydration, 
decreased renal blood flow and increased level of uric  acid.
23
 
Agrochemicals like 2,4 D and paraquat dichlorate, non-steroidal anti-
inflammatory drugs(NSAID), heavy metal exposure are  associated with acute kidney 
injury.
23,24,25
 Studies suggest that in obesity, adipose tissue may contribute to renal 
damage by oxidative stress, abnormal plasma lipid, coagulation abnormalities, 
 
3 
endothelial dysfunction, inflammation and insulin resistance.
26,27
 Smoking is 
associated with CKD, the possible mechanism includes increased blood pressure and 
heart rate, cell proliferation, fibronectin, arteriosclerosis of renal artery and arterioles, 
increased production of  growth factors like angiotensin II, endothelin-I, transforming 
Growth Factor-1, oxidative stress, tubular toxicity, increased aggregation of platelet 
and vasopressin mediated antidiuresis.
28,29
 
There is not much of study in India to assess the risk factors and early 
detection of renal dysfunction in a heterogeneous group of population. Community 
based screening programs for early detection of renal dysfunction will prevent 
progression to CKD and decreases morbidity and mortality. Identification of novel 
risk factors can help in early detection of renal dysfunction. 
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AIM OF THE STUDY 
 To assess the risk factors for renal dysfunction in a heterogeneous population. 
 
OBJECTIVES OF THE STUDY 
1. To determine the age and sex wise distribution of eGFR and Urinary spot 
Protein- Creatinine ratio (UPCR) in a heterogeneous population. 
2. To find out prevalence of various CKD stages based on eGFR . 
3. To estimate the lipid profile and thyroid profile and assess their role as risk 
factor in renal dysfunction. 
4. To find out the association between lipid profile and thyroid profile and 
different stages of CKD. 
5. To find out the association between the risk factors like Obesity, Diabetes 
mellitus, Hypertension and Cardiovascular disease and different stages of 
CKD. 
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REVIEW OF LITERATURE 
 
KIDNEY 
The kidney is a functionally diverse organ and participates in many of the 
body‟s homeostatic mechanisms. Kidneys are a pair of bean shaped organs located in 
the retroperitoneal space. Each kidney is divided into an outer cortex and inner 
medulla. The Nephron is the functional unit of kidney. Each kidney consists of about 
a million nephrons. Each nephron consists of  
1. Glomerulus, which is a tuft of capillaries surrounded by expanded end of renal 
tubule called Bowman‟s capsule, supplied by an afferent and efferent arteriole. 
2. Proximal Convoluted tubules, which are tightly coiled in the beginning called 
as pars convoluta, which towards the medulla become straightened to form 
pars recta. 
3. Loop of Henle, consists of the thin descending limb and the thick ascending 
limb. 
4. Distal convoluted tubule. 
5. Collecting duct, formed by two or more distal convoluted tubules that drains 
urine from each nephron. Collecting ducts merge and empty their content into 
the renal pelvis.30 
 
Figure: 1shows the anatomy and organization of kidney.  
Figure: 2 and 3 show the structure of nephron. 
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Figure1
30
: Organization of kidney
30 
 
Figure2
30
: Basic Tubular Segments of aNephron
30
 
 
 
 
 
 
 
 
 
Figure 3
30
:Cortical and Juxtamedullary  Nephrons
30
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KIDNEY FUNCTION 
The basic functions of kidney are
30 
1. Urine formation 
2. Fluid and electrolyte balance 
3. Regulation of acid base balance 
4. Excretion of waste products of metabolism 
5. Secretion of hormones 
 Renin 
 Erythropoietin 
 1,25, dihydroxy Vitamin D3 (Calcitriol) 
 Prostaglandin 
 
KIDNEY DISEASES 
The kidney diseases have been classified as  
1. Acute Kidney Disease (AKD). 
2. Chronic Kidney Disease (CKD). 
3. End Stage Renal Disease (ESRD). 
 
PATHOPHYSIOLOGY OF KIDNEY DISEASES 
Irrespective of the etiology of the kidney disease, the pathogenesis leading to 
renal dysfunction remain the same. The pathological process is characterized by,early 
inflammation followed by accumulation and deposition of extracellular matrix, 
leading to tubulointerstitial fibrosis andtubular atrophy and finally leading to 
glomerululosclerosis.
31
 
 
8 
The local Renin Angiotensin Aldosterone System (RAAS) has an important 
role in the pathological process of kidney disease.
32
 Angiotensin II produces toxic 
reactive oxygen species (ROS) within the renal cells and affect signal transduction. It 
also induces many inflammatory mediators like cytokines, chemokines and growth 
factors which activates the lymphocytes and macrophages. The activated cells further 
causes lysis of cells and proliferation of interstitial fibroblast which causes increase in 
the extracellular matrix and fibrosis of the glomerulus and tubules. Blood supply will 
be affected leading to cell death.
31,32
 The figure 4,gives an outline of the pathological 
process causing renal disease. 
Figure:4
32
 
Role of Angiotensin II in renal pathology 
 
 
The kidneys increase their functional capacity after injury. Symptoms or major 
biochemical changes occur occur only if 50-60% of the functioning kidney mass is 
lost.There will be increase in workload of the nephron and is considered as an 
important cause of progressive renal injury.
31,33
 A hypothesis is that a point at which 
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the decline in nephron number is reached, further loss in nephron will lead to 
progressive renal disease as a consequence of a common pathway leading to 
interstitial fibrosis.
31,34
 
 
CHRONIC KIDNEY DISEASE 
The increasing incidence of lifestyle disorders may cause resource crunch in 
economy of our country. One such disease which India faces is Chronic Kidney 
Diseases. CKD constitute a major cost burden in health care system worldwide. The 
incidence of CKD is increasing worldwide. As per the Screening and Early 
Evaluation of Kidney Disease (SEEK) India,study the prevalence of CKD in India is 
17.2%.
2 
The prevalence of CKD globallyremains up to 13.4%.
3
 
Definition of CKD
35,36,37
 
According to Kidney Diseases Improving Global Outcomes (KDIGO) 2012, 
Chronic Kidney Disease(CKD) is defined as abnormalities of kidney structure or 
function present for more than three months. 
Criteria of CKD (either of the following present for > 3 months) 
1. Markers of Kidney damage (one or more)
35,36,37
 
 Albuminuria  (AER  30 mg/24 hours, ACR  30 mg/g /  30 mg/mmol) 
 Structural abnormalities detected by imaging. 
 Urine Sediment abnormalities. 
 Electrolyte and other abnormalities due to tubular disorders. 
 Abnormalities detected by histology. 
 History of Kidney transplantation. 
2. Decreased GFR
35,36,37
 
 GFR <60 ml/min/1.73 m2 (GFR categories G3a-G5) 
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 The criteria GFR <60 ml/min/1.73m2 for CKD is selected because at this value 
approximately one half of adult renal function is lost.
38,39
 
 
RISK FACTORS OF CKD 
Risk factors which are associated with renal dysfunction include 
hypertension(HT), diabetes mellitus (DM), cardiovascular disease (CVD), proteinuria, 
anaemia.
40
The non-traditional CKD risk factors include nephrotoxin exposure, renal 
stones, acute kidney injury (AKI), infections,
41
 dyslipidemia are associated with renal 
disease progression.
42
Thyroid dysfunction is also a risk factor for progression of renal 
dysfunction.
43
 
GRADING OF CKD
35,36,37 
As per KDIGO 2012, CKD is classified based on  
1. GFR category and 
 2. Albuminuria category 
1.GFR Category 
37
 
G1 -  eGFR   90ml/min/1.73 m2   – Normal or High 
G2 -  eGFR  60-89ml/min/1.73 m
2
 – Mildly decreased 
G3a - eGFR  45-59ml/min/1.73 m
2
 – Mildly to moderately decreased 
G3b - eGFR  30-44ml/min/1.73 m
2
 – Moderately to severely decreased 
G4 -  eGFR   15-29ml/min/1.73 m
2
 – Severely decreased 
G5-   eGFR   <15ml/min/1.73 m
2
    -  Kidney failure 
In the absence of kidney damage GFR category, neither G1 nor G2 fulfill the criteria 
for CKD 
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2. Albuminuria Category 
Table :1
37
 
 
Predicting prognosis of CKD 
For predicting the prognosis of CKD, the cause or aetiology for CKD should 
be identified. Then CKD is categorized based on GFR and Albuminuria. Figure 5, 
gives an idea of prognosis of various stages of CKD. 
 
Figure 5:
37 
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CKD PROGRESSION 
CKD progression is defined based on one or more of the following  
 Decline in GFR category, a certain drop in eGFR is defined as a drop in GFR 
category accompanied by a drop of 25% or greater of drop in eGFR from 
baseline. 
 Rapid progression is defined as a sustained decline in eGFR more than 
5ml/min/1.73m
2
 per year. 
 The confidence in assessing progression is increased with number of serum 
creatinine measurement and duration of follow up.
36
 
 The factors associated with CKD progression are GFR, albuminuria, hypertension, 
diabetes, smoking, obesity, age, ethnicity etc. 
 
ESTIMATED GLOMERULAR FILTRATION RATE (eGFR) 
  Serum creatinine is an endogenous marker of Glomerular filtration rate (GFR). 
In clinical practice, serum creatinine is used as an index of renal function.
44
 Plasma 
concentration of creatinine is affected by muscle mass, diet, age, gender, exercise and 
ethnicity, so there will be false estimation of renal function.
45
 A 24 hours urine 
creatinine clearance is considered  as a sensitive tool for detection of renal 
dysfunction. Creatinine is freely filtered at glomerulus, but there is some tubular 
secretion. Also the timed urine collection is difficult. There was a wide(11%) within 
subject variability. These factors affected the urine clearance method of GFR 
estimation.
44
 
  The National Kidney Foundation Disease Outcomes Quality Initiative (K-
DOQI) recommended the use of estimated GFR (eGFR)calculated by using formulas 
based on plasma or serum creatinine.
36
 Cockcroft and Gault in 1976 published an 
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equation based on age, weight, height and plasma creatinine with correction 
factors.
46
The limitation of this formula is that, it was derived from hospitalised 
individuals mostly men. Also the need for height and weight measurement for 
calculation is a limitation.
45
 
  A Modification of Diet in Renal Disease (MDRD) study, evaluated the effect 
of protein restricted diet on renal disease progression and created an equation for 
calculation of eGFR, which included age, gender, plasma creatinine and race 
differentiation (white or black).
47
MDRD did not require body weight or height. As 
MDRD was originally derived from a group of CKD patients, its use in healthy 
individuals is unclear. It is not validated for children, pregnant women, obesity and 
elderly patients (>70 years).
45
 At a low creatinine value the performance of MDRD 
formula was poor.
38,48
 
  Chronic Kidney Diseases-Epidemiology Collaboration group (CKD-EPI) 
developed a new formula in 2009, to have greater accuracy even at high GFR. It 
includes race, gender, and age.
49
 Many studies have found cystatin C derived equation 
for eGFR is better than creatinine in predicting renal function.
50,51
 Schwartz formula  
developed in 1970 is used to estimate GFR in chidren. 
 
Schwartz Formula for children
52
 
eGFR=0.41x height (cm)/ Scr (mg/dl) (updated Schwartz bedside formula) 
The best equation for GFR in children was 
52,53
 
eGFR=39.1X [height(m
2
)/ Scr (mg/dl)]
0.516
 X [1.8/cystatin C (mg/L)]
0.294
X 
[30/BUN(mg/dl)]  X[1.099
male
]  X [height(m )/1.4] 
0.188
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Equations for calculating eGFR:
45 
Table 2:
45 
 
 
PROTEINURIA 
Proteinuria is an independent risk factor for renal disease and cardiovascular 
disease.
54
 The proteins of molecular weight of < 20,000 Da can be filtered by the 
glomerulus, the negative charge of the glomerular membrane restrict the passage of 
albumin through the membrane.
55
 Normally the filtered protein are reabsorbed and 
catabolized in the proximal convoluted tubules. The normal protein excreted in urine 
is 150 mg/day. Excretion of albumin 30mg/day to 300mg/day is termed as 
microalbuminuria. Protein excretion >300mg/day is known as proteinuria or macro 
albuminuria.
56
 Of the proteins excreted in urine, the high molecular weight 
albumin(65,000Da) is about 40%, low molecular weight like light chain 
immunoglobulin (20,000 Da) is of 20% and about 40% of Tamm-Horsfall 
mucoprotein (90,000 Da)
55
. 
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Pathologic Proteinuria can be classified into three types 
1. Glomerular proteinuria 
2. Tubular proteinuria 
3. Overflow proteinuria 
Glomerular proteinuria is due to the permeability of glomerulus to high 
molecular weight proteins like albumin.
56
Glomerular proteinuria is the one which is 
used for staging of Chronic Kidney Disease. Measurement of albumin in urine 
determines the glomerular proteinuria.
55
 
Tubular proteinuria results from decreased reabsorption of the protein present 
in the glomerular filtrate or due to the excretion of proteins produced due to tubular 
injury due to tubulointerstitial diseases like hypertensive nephrosclerosis, nephrotoxic 
drugs like nonsteroidal anti-inflammatory drugs etc.
55,56
 
Overflow proteinuria is due to excess low molecular weight protein, which 
when excreted in normal amounts will be reabsorbed. Low molecular weight proteins 
that occur in overflow nephropathy are Bence–Jones protein of multiple myeloma, 
lysozyme in myelomonocytic leukemia, myoglobin in rhabdomyolysis.
55,56
 
A 24–hour urine collection is considered as the gold standard in determining 
the urinary protein excretion. A 24-hour urinary protein collection show variation in 
urinary protein due to variation in intake of water, excretion of water, exercise, 
posture, diet etc. Nowadays expressing a spot urine protein as ratio to spot creatinine 
concentration is used. When the GFR remains constant the protein and creatinine 
excretion rates are constant during day
54
.Currently spot urine protein- creatinine ratio 
(UPCR) is widely used to estimate the daily urinary protein excretion.
57
 
Microalbuminuria is an early sign of progression of renal and cardiovascular disease 
in patients who has hypertension and diabetes.
58
 Proteinuria is a combination of 
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albuminuria and non albumin proteinuria(NAP). Isolated non albumin proteinuria 
(NAP) is a condition when urine total protein is elevated without elevation of urine 
albumin.
55
 Non albumin proteinuria include alpha–microglobin, beta2 macroglobulin 
and IgG which are associated with renal damage in renal transplant patients.
59
 
Non albumin proteinuria = Total protein – albuminuria.60 Studies advice measurement 
of both urine spot albumin and total protein to identify the non albumin protein which 
may occur earlier than microalbuminuria.
55,60,61
 
The KDIGO 2012 guidelines suggest early morning spot urine protein 
estimation in the following descending order,
37
 
1. Urinary albumin –creatinine ratio (ACR). 
2. Urine protein-creatinine ratio (PCR). 
3. Reagent strip urinalysis for total protein with automated reading. 
4. Reagent strip urinalysis for total protein with manual reading. 
  
 KDIGO also states that if non-albumin proteinuria is suspected, assays for 
specific urine proteins like Bence Jones protein is done.
37
 
Consequences of proteinuria: 
Proteinuria is not just a marker of renal dysfunction but it is also a risk factor 
for progression of kidney disease. The proteins accumulate in the tubular lumen 
causes inflammation and leads to interstitial structural damage and progression of 
kidney disease.
62
 Also studies state that glomerular filtration of large amounts of 
protein by glomerulus causes mesangial cell injury and thus causing 
glomerulosclerosis
63
 and progression of renal dysfunction. 
 
 
 
 
17 
DIABETES AND CHRONIC KIDNEY DISEASE 
Diabetic nephropathy, one of the microvascular complications of diabetes 
mellitus, is one of the most important etiology for CKD and ESRD. Chronic 
hyperglycemia is the cause for pathogenesis of the microvascular complication.
64
 The 
pathological finding in advanced diabetic nephropathy are glomerulosclerosis and 
tubulointerstitial fibrosis.
65
 Experimental animal model studies have shown that in 
renal glomerulus and tubules there was increase in gene expression for synthesis of 
extracellular matrix proteins.
66
 Hyperglycemia activate the polyol pathway of glucose 
metabolism and this leads to collagen accumulation in the  renal tubular 
interstitium.
67,68,69,70
 Hyperglycemia induces increased formation of advanced 
glycated end products of proteins,
71,72
 growth factors/ cytokines  like transforming 
growth factor- (TGF-),73,74 platelet derived growth factors (PDGF),75,76insulin-like 
growth factor-I (IGF-I),
77,78
 hepatocyte growth factor (HGF),
79
 Vasoactive substances 
like angiotensin–II,80,81 endothelin-I,82 thromboxane,83 which through autocrine and 
paracrine mechanism causes cell proliferation and growth.
84
 
 Figure 6, explains the mechanism of renal toxicity of hyperglycemia 
Figure  6:
85
Mechanism of  Glucotoxicity on Kidney 
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With increase in glucose, the mitochondria generate reactive oxygen species 
(ROS), which leads to break in DNA strands and activation of poly ADP ribose 
polymerase(PARP). PARP inactivates Glyceraldehyde 3-phosphate 
dehydrogenase(GAPDH) and the normal glucose metabolism is altered.  
There will be  
1. Activation of polyol pathway  
2. Activation of Phosphokinase C(PKC) via diacyl glycerol. 
3. Activation of Hexosaminase pathway and glucosamine gets accumulated. 
4. Formation of Advanced glycated end products due to non enzymatic glycation of 
proteins. 
All these mechanism produces increased growth factors and causes glomerular 
pathology.
64,85
 Studies have shown that PKC stimulate the mitogen activated protein 
kinase (MAPK) pathway. The MAPK pathway, is an intracellular signal transduction 
pathway of cell growth, which activate cell growth and mesangial proliferation.
86,87
 
Further studies have proven that advanced glycated end products (AGE) also activate 
the MAPK pathway in proximal tubular LLC-PK1 cells.
88
 
Apoptosis causes the tubular atrophy and tubulointerstitial fibrosis.
89
 Gene 
products like bcl2 is protective against apoptosis.
90
 In a study there was increase in 
apoptotic cells in diabetic, db/db mice than in non-diabeticlittermates. Theapoptotic 
cells were found in the tubulointerstitium and not in glomeruli. There was increased 
expression of bax gene and a decrease in bcl-2 expression.
91
 
 
 
 
 
 
19 
DYSLIPIDEMIA OF CHRONIC KIDNEY DISEASE 
Dyslipidemia is a common finding among CKD patients and is responsible for 
associated morbidity and mortality.
92
 The plasma lipid profile in CKD shows elevated 
levels of triglycerides(TGL), low high density lipoprotein(HDLc),
93
 increased very 
low density lipoprotein(VLDL), remnants and intermediate density lipoprotein,
94
 
accumulation of small dense low density lipoprotein(LDLc), glycated and 
carbamylated apolipoprotein,
95
 prolonged persistent chylomicron remnant post 
prandially.
96
 The composition of plasma lipoprotein is also altered in CKD.
97,98,99,100
 
In CKD the  cholesterol content of VLDL is increased and there is relative decrease in 
TGL content. In LDLc the cholesterol content is decreased and there is relative 
increase in TGL content in CKD. In HDLc the cholesterol ester and free cholesterol 
content are reduced and TGL content is elevated.
54,55,56,57
There is hepatic lipase 
deficiency in humans and animals in CKD.
101
 Normally hepatic lipase catalyses 
hydrolysis and removal of triglyceride content of HDLc. As there is deficiency of 
hepatic lipase there is increase in TGL content of HDL.
58
 Elevated TG/HDL ratio can 
cause renal dysfunction.
102
 The atherogenic lipoproteins like lipoprotein(a) and 
oxidized LDL are present in hemodialysis patients.
103
 
Dyslipidemia causes renal damage and can cause progression of renal 
failure.
104
 Dyslipidemia cause damage to mesangial cells, podocytes and glomerular 
capillary endothelial cells. Mesangial cells express LDL and oxidized LDL receptors, 
on activation there will be mesangial cell proliferation, increased mesangial matrix 
deposition, increase in cytokines like interleukin -6 or growth factors.Oxidized LDL 
increases the adhesion of monocytes to glomerular endothelial cells and causes 
monocyteinfiltration and causes tubular epithelial damage.
42,105
 Hypercholesterolemia 
and hypertriglyceridemia causes podocyte injury and leads to mesangial sclerosis.
106
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In vivo studies have shown that there is increased expression of a transcription factor, 
sterol regulatory element binding protein(SREBP) which is associated with 
lipogenesis and increase in accumulation of lipid in the glomerulus and 
tubulointerstitial cell, leading to glomerulosclerosis and proteinuria.
107,108
 
 
THYROID AND CKD 
Thyroid hormones have its direct effect on kidney by causing systemic or local 
hemodynamic changes.
109
Thyroid hormone directly influence renal development and 
growth, GFR, renal transport systems and electrolyte homeostasis.
16,17,110
The presence 
of renal abnormalities in congenital hypothyroid children
111
 indicate that thyroid 
hormone has a role in development of fetal kidneys. Animal studies have proved 
this.
112
 
Effect of Thyroid Hormone on Renal physiology: 
Thyroid hormone influences the renal function by action on cardiovascular 
system and there by the blood flow to the kidneys. Thyroid also affects the GFR, 
tubular secretion and reabsorption. In the proximal convoluted tubules, Na/K ATPase 
is influenced by thyroid hormones and thus the sodium reabsorption.
113
 Thyroid 
hormone also influence the tubular potassium handling.
114
 The renin angiotensin 
aldosterone axis is influenced by thyroid 
hormone by regulating renin release,
115
adrenergic system
116
and angiotensinase 
activity.
117
Both hyperthyroidism and hypothyroidism has effects on kidney. 
Role of Hyperthyroidism on Kidney function: 
In hyperthyroid patients, an increase of 18-25% GFR has been noticed,
17
 due 
to increased renal blood flow and renin angiotensin aldosterone system (RAAS) 
activation. There will be increased -adrenergic activity in hyperthyroidism. Studies 
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have shown that thyroid hormone influence, increase in -adrenergic receptors in 
renal cortex and is the cause for RAAS activation.
118
 RAAS activity causes dilatation 
of afferent arteriole and constriction of  efferent arteriole and increase filtration 
pressure leading to increase in GFR. Due to efferent arteriolar constriction, there will 
be decrease in the perfusion in proximal convoluted tubule (PCT) and there will be 
increased sodium and chloride reabsorption in PCT.
119
 
Hyperthyroidism increases heartrate, raises cardiac output, decreases the 
systemic vascular resistance and thus increases systolic blood pressure.
120
 
Hyperthyroidism causes CKD by increasing the renal blood flow leading to intra 
glomerular hypertension and increased filtration pressure. Associated proteinuria in 
hyperthyroidism also causes renal  injury.
121
 
Role of Hypothyroidism on Kidney function 
In adults and children, primary hypothyroidism is associated with a reversible 
increase in serum creatinine and decrease of GFR.
122,123,124,125,126,127
 It has been 
reported that these defects were corrected with thyroid hormone replacement.
128
 GFR 
measurement using Inulin or 
51
Cr-EDTA has proved that hypothyroidism is associated 
with reduced GFR.
124
 Hypothyroidism  causes alteration in hemodynamics and  
structure of kidney.
129
 The decrease in GFR in hypothyroidism is due to decreased 
renal blood flow.
130
 Hypothyroidism also causes decreased cardiac output and low 
circulating volume. Decreased activity of renin angiotensin system(RAAS) and 
decreased levels of atrial natriuretic factor(ANF) are found in hypothyroidism and 
these cause decrease in renal perfusion.
109
 Decreased expression of vascular 
endothelial growth factor(VEGF) and insulin like growth factor(IGF) which are renal 
vasodilators is seen in hypothyroidism.
131
 
Figure7
121
 gives an overview of effect of thyroid dysfunction on kidney. 
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Figure7 :
121
 
Effect of Thyroid dysfunction on Kidney 
 
Chronic Kidney Disease and Thyroid disease 
Primary and subclinical hypothyroidism is common among CKD patients
132
. 
Decrease in T3(low T3 syndrome or euthyroid sick syndrome) is noticed in CKD 
patients.
133
This decrease in  T3 (mainly total T3 and not free T3) is due to chronic 
protein  malnutrition and metabolic acidosis affecting the iodothyronine deiodination 
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and decrease in T3 binding to protein.
134
 Also  decrease in deiodinase activity in CKD 
is due to inflammatory cytokines, which causes decrease in peripheral conversion of 
T4 toT3.
135
There is also decrease in thyroid hormone synthesis due to accumulation 
of inorganic iodine in CKD.
136
 
 
OBESITY AND CKD 
Obesity, overweight and metabolic syndrome are emerging as important 
independent risk factor for CKD.
137,138
 Epidemiological studies have shown the 
association of obesity with CKD and end stage renal disease (ESRD).  Studies showed 
that high BMI was associated with ESRD as an independent risk factor, independent 
of hypertension, proteinuria
139
 smoking and diabetes.
140
 Obesity was found toaffect 
the progression of preexisting renal diseases like IgA nephropathy,
141
 unilateral renal 
agenesis
142
 or after unilateral nephrectomy.
143
 These studies suggest that obesity 
initiates CKD. A study of 6,500 nondiabetic subjects showed that increasing body 
mass index (BMI) and waist circumference(WC), had decreased eGFR and increased 
CKD.
27
 Also obesity is closely associated with Type II diabetes and hypertension 
which are considered as important risk factors for CKD and ESRD.
144,145,146
 
Mechanism of Obesity associated Kidney disease 
Obesity causes renal damage directly by hemodynamic and hormonal 
effect
147,148
 or indirectly by development of  Type II diabetes mellitus and 
hypertension.
144,145,146
Figure 8,
149
 gives an outline of mechanism of renal dysfunction 
in obesity. 
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Figure 8:
149
 
Potential Mechanism of renal dysfunction in Obesity 
 
 
 
Animal and human studies have shown that obesity causes increased renal 
tubular sodium reabsorption which causes renal vasodilatation
150
 causing glomerular 
hyper perfusion and hyper filtration, which may cause focal segmental 
glomerulosclerosis and proteinuria.
148,151
The mechanism for early rise in GFR in 
obesity may be due to maculadensa feedback mechanism.
152
 The visceral obesity 
causes compression of kidneys which may increase the sodium reabsorption in the 
loop of Henle
153
 and hence less sodium in the macula densa and causes a tubulo 
glomerular feedback and increases renin secretion, increased blood flow and GFR. 
The glomerular hyper filtration then gradually subsides and there will be a gradual 
decrease in GFR with renal injury associated with prolonged obesity induced 
hypertension and diabetes. There will be increased glomerular wall tension and 
glomerular hypertrophy that leads to injury, glomerular sclerosis and nephron 
loss.
153,154
 Activation of sympathetic nervous system(SNS)
155,156
and renin angiotensin 
aldosterone system (RAAS) also causes hypertension.
157
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Obesity related glomerulopathy has been documented from kidney biopsy 
specimens.
148
 Changes in the structure of kidney is noticed within few weeks of rapid 
weight gain. In animal experiments with dogs, enlargement of bowman‟s space, 
increase in glomerular cell proliferation, mesangial matrix and basement membrane 
thickening were observed. Glomerular transforming growth factor , expression was 
also  increased.
148
Also the leptin from adipose tissue might cause renal 
fibrosis.
157
Deposition of lipids in non adipose tissue like kidney leads to accumulation 
of diacylglycerol and ceramides, which may cause mitochondrial dysfunction, 
endoplasmic reticulum stress, apoptosis and renal injury and dysfunction.
158,159
 
Inflammatory changes in Obesity causing CKD 
Insulin resistance is present in metabolic syndrome, which is a 
proinflammatory state.
160,161
Visceral fat produce increased level of adipokines like 
interleukine-6 (IL-6), tumor necrosis factor, C-reactive protein (CRP) and resistin. A 
study has shown that in patients with obesity related glomerulopathy, the glomeruli 
showed increased expression of genes related to lipid metabolism, inflammatory 
cytokines and insulin resistance.
162
 Leptin an adipocyte derived hormone, that 
suppresses appetite (hypothalamus) and increases insulin sensitivity. In obesity the 
hypothalamic effect of leptin is lost.
160,163,164
The leptin receptor (Ob-Ra) is expressed 
in kidney.
165
 Recombinant leptin stimulate proliferation of cultured glomerular 
endothelial cells and also in rats.
166
 Leptin stimulate type I collagen in cultured 
mesangial cells,
167
 these show that leptin is involved in glomerulosclerosis. Figure 
9,
149
shows an outline of mechanisms leading to renal dysfunction in obesity.
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Figure 9:
149
 
Hemodynamic consequences of Obesity leading to hyper filtration and 
hypertension 
 
 
FFA- Free Fatty Acid;RAS –Renin Angiotensin System; HTN-Hypertension; AA- 
Afferent Arteriole; EA –Efferent Arteriole;Na –Sodium 
 
 
CARDIOVASCULAR DISEASE AND CKD 
Accelerated cardiovascular disease is a complication of renal disease. 
Mortality and morbidity due to cardiovascular disease is common in CKD patients. 
Studies have shown that prevalence of CKD is more among cardiovascular disease 
patients, CKD is also a risk factor for Cardiovascular disease (CVD),
168
 and its 
recurrence.
169
 The common risk factors like hypertension, obesity, dyslipidemia, 
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smoking for CVD and CKD may be the cause for increase in incidence of CVD 
among CKD.
 170,171
The spectrum of cardiovascular disease seen in CKD patients 
are
172
 
1. Coronary artery disease (CAD) and myocardial infarction (MI). 
2. Congestive heart failure (CHF). 
3. Peripheral arterial disease (PAD). 
4. Arrhythmias. 
5. Cerebrovascular disease (CVA). 
6. Sudden cardiac death. 
Hypertension (HT) is one of the most common cause for CVD in CKD. 
Activation of RAAS and sodium retention is the mechanism for developing HT in 
CKD. Increased sympathetic activity and elevated catecholamine concentration is 
seen in CKD.
173
 Renalase, a soluble monooxygenase which degrades catecholamines, 
is expressed in renal glomeruli, PCT and cardiomyocytes is absent in CKD, so 
increase in catecholamine activity is seen in CKD.
174
Endothelial dysfunction is 
common in glomerular microalbuminuria and causes hypertension. Hypertension 
causes left ventricular hypertrophy causing ventricular dysfunction.
175
 Asymmetric di 
methyl arginine (ADMA), which is a competitive inhibitor of nitric oxide synthase is 
increased in CKD. So there will be decreased bio availability of NO in CKD, which 
causes endothelial dysfunction.
176
 
In CKD there will be pressure overload and volume overload that causes 
cardiomyopathy and left ventricular failure. Arterial stiffening due to medial and soft 
tissue calcification also contribute to CVD in CKD.
177
 All these contribute to the 
cardio renal syndrome. 
Figure 10,
178
 gives an outline of Cardio renal syndrome 
 
28 
Figure 10:
178
Pathophysiology of Cardio-renal Syndrome 
 
 
ADH-Anti Diuretic Hormone, ANP- Atrial natriuretic peptide, BNP-B type 
natriuretic peptide, EPO-Erythropoietin, HTN –Hypertension, DM-Diabetes, LV-left 
ventricular, N-GAL-Neutrophil gelatinase associated lipocalin, KIM -1- Kidney 
Injury molecule, NSAID- Non steroidal anti inflammatory drug, OSAS-Obstructive 
sleep apnoea syndrome, PTH-Parathyroid hormone, SNS-Sympathetic nervous 
system, TNF-- Tumor necrosis factor-, TZD-Thiazolidinediones, VSMC-Vascular 
smooth muscle cell. 
 
OCCUPATION AND CKD 
Several studies in different parts of the world has shown association between 
lower socioeconomic status (LES) and CKD. Lower socioeconomic status is defined 
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by educational status and occupational levels.
179,180
Low occupational level people are 
exposed to lot of nephrotoxins like metals (lead, mercury, silica, copper, silver etc), 
organic solvent, grain dust, and welding fumes (glycol ether).
181,182,183
 Agricultural 
labourers are prone for heat stress and hence CKD. Strenuous work done in hot 
environment leads to volume depletion and rhabdomyolysis.
184
 Our body tries to 
maintain the temperature at approximately 37
o
C. Any increase in temperature 
stimulate the thermoregulatory center in the hypothalamus and causes vasodilatation 
and sweat glands stimulation and there will be regulation of temperature by 
convection, conduction and evaporation. There will be loss of electrolytes and 
extracellular fluid causing a stress to the kidneys.
185
When there is heat stress there 
will be release of cytokines and heat shock proteins which causes inflammatory 
response.
25
 Persons exposed to heat stress are prone to develop both acute kidney 
disease(AKD) and chronic kidney disease(CKD).
185,186
In a study in El Salvador, about 
the Mesoamerican nephropathy (MeN), the renal biopsy showed tubulointerstitial 
injury and glomerulosclerosis with minimal vascular changes.
187
 
Agrochemical exposure (commonly used 2,4-Dichlorophenoxyacetic acid(2,4-
D), paraquat dichlorate, glyphosate) is also associated with renal dysfunction.
25
 In a 
study among sugar cane workers for MeN have mentioned that the workers eat 
sugarcane and they are exposed to agrochemicals,
4
 also the high fructose intake 
causes metabolically induced inflammatory renal damage.
4,188,189
Fructose are 
transported by the glucose transporters GLUT5 /GLUT2, mainly expressed in the 
proximal convoluted tubule. In the liver and kidney fructose is metabolized to 
fructose-1-phosphate by the enzyme fructokinase [Ketohexokinase(KHK)]. 
ThenAldose-B acts on fructose-1-phosphate to form dihydroacetone phosphate and 
glyceraldehyde. During the fructokinase activity there is depletion of ATP. The 
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depletion of ATP activates the enzyme of purine metabolism, to yield uric acid 
leading to hyperuricemia, oxidants and inflammatory mediators leading to tubular 
injury and inflammation.
188,189,190
 Also when they eat sugarcane they are at risk of 
getting exposed to leptospiral infection.
24
 Leptospirosis produces acute kidney injury, 
by a tubulointerstitial process with interstitial oedema and mononuclear cell 
infiltration. Associated electrolyte abnormalities (sodium wasting and hypokalemia) is 
due to the inhibition of the NaK2Cl (NKCC2) transporter in the ascending Loop of 
Henle.
191
 In some studies, tubular dysfunction persisted and progressed to CKD when 
there was associated diseases like hypertension.
192
Occupational activities involving 
metals like lead, cadmium etc contaminate the environment. The source of lead 
contamination is from gasoline and paint.
193
 These metals get accumulated in 
proximal tubule producing chronic tubulointerstitial nephritis. Nephritis may be due 
to oxidative stress leading to lipid peroxidation, apoptosis and necrosis.
194
 
 
SMOKING AND CKD 
Smoking is a preventable cause for many non-communicable diseases. In a 
metaanalysis Xia et al has stated smoking as an independent risk factor for developing 
CKD.
195
 In patients with diabetes and hypertension smoking contributes to the 
progression of CKD and CVD.
196,197,198
 Renal function loss was noticed in persons 
with history of current smoking of more than 20 cigarettes a day.
199
 In diabetic 
nephropathy, smoking develops micro and macro albuminuria and progression to end 
stage renal disease.
196,198 
Mechanism of Smoking and renal disease: 
Several factors affect the toxic effect of smoking on renal dysfunction. The 
genetic susceptibility of the individuals decide the amount of damage. The potential 
mediators and mechanism of smoking causing renal damage can be classified as 
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1. Non hemodynamic mechanism 
2. Hemodynamic mechanism 
 
Non Hemodynamic mechanism: 
Smoking causes endothelial dysfunction, growth factor activation, oxidative 
stress, toxic effects on tubules, altered metabolism of lipoprotein and 
glycosaminoglycans and insulin resistance.
196,198
 Studies have shown that nicotine 
induces mesangial cell proliferation and fibronectin production.
200
 There is expression 
of nicotinic acetyl choline receptors in the mesangial cells which mediates the 
proliferation.
201
 
Figure11,
29
 explains the non hemodynamic mechanism of smoking causing renal 
damage. 
Figure11
29
 : Potential Mechanism of Smoking induced Kidney damage 
 
AChR- Acetylcholine receptor,  EC –Extracellular, CKD-Chronic Kidney Disease 
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Hemodynamic Mechanism: 
Smoking increases the blood pressure and heart rate due to the action of 
nicotine present in cigarettes.
197
The increase in concentration of epinephrine and 
norepinephrine and direct stimulation of postganglionic nerve ending by the nicotine 
causes the increase in BP and heart rate.
202
 In smokers there is an associated decrease 
in BP at night,
203
which may lead to renal dysfunction.
204
 Ritz et al in their study has 
found that nicotine, increased the activity of sympathetic nervous system causing 
increased heart rate, blood pressure, intra glomerular capillary pressure leading to 
decrease in GFR, filtration fraction and renal plasma flow.
205
 John main et al has 
stated that smoking causes cholesterol micro embolism causing atherosclerotic 
changes in renal artery and progression to end stage renal disease (ESRD).
206
 
Pathological finding in kidney of smokers: 
An increase in arteriolar wall thickness due to fibroelastic proliferation and 
intimal hyaline thickening is seen.
207
 There is increased myointimal hyperplasia of 
intrarenal arterioles which is absent in hypertension, so smoking is the causative agent 
behind this change.
208
 Idiopathic glomerulosclerosis is seen exclusively in smokers.
209
 
 
ALCOHOL AND CKD 
Chronic excessive alcohol intake is considered as a risk factor for liver 
disease, cardiovascular illness and cerebrovascular illness.
210
The association between 
chronic alcohol intake and kidney disease is under controversy. Experimental studies 
states that alcohol has an acute nephrotoxic effect.
211
Chronic alcohol consumption 
indirectly causes CKD by causing alcohol induced hypertension.In certain specific 
situations chronic alcohol dependency causes renal papillary necrosis, infection 
associated glomerulonephritis and acute kidney injury due to rhabdomyolysis (non 
 
33 
traumatic).
212,213,214
Studies report that an inverse association exist between high 
alcohol consumption and CKD risk.
215
The inverse association may be due to the 
increase in high density lipoprotein (HDLc) and plasma endogenous tissue type 
plasminogen activator levels and decrease in platelet aggregation by alcohol. HDLc is 
less atherogenic and may be responsible for the inverse association of 
CKD.
216,217
Animal studies state that antioxidant property of polyphenol present in red 
wine may reduce renal damage by the induction of glutathione peroxidase and 
superoxide dismutase.
218
 Another animal model study has said that alcohol prevent 
leukocyte induced endothelial barrier damage and prevents renal ischemia.
219
 
 
KIDNEY STONE AND CKD 
Kidney stone is considered to be a risk factor for CKD. Hippisley et al have 
found an increased risk of ESRD among female than male kidney stone formers.
220
 
Some studies state that there is no relationship between renal stone and CKD.
221
 
Junger‟s et al in a study has found that 3.2% of the 1391 patients with ESRD had 
renal stones, and stones caused ESRD. They have found that 40% of patients with 
stones in the study group had solitary functioning kidney.
222
 There is association of 
development of CKD and the kidney stone type, in a study of community stone 
formers struvite stones were found to be a risk factor for CKD.
223
 Brushite stone type 
(CaHPO4) is associated with glomerulosclerosis, tubular atrophy and interstitial 
fibrosis.
224
 
Many pathways have been postulated for the development of CKD in kidney 
stone patients. Obstruction by stones causing obstructive uropathy can cause acute or 
irreversible chronic injury. There can be renal vasoconstriction and inflammation due 
to increase in the intratubular pressure.
225,226
 In animal studies, in unilateral uretral 
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obstruction, osteopontin mediated interstitial influx and interstitial fibrosis have been 
noticed.
227
Infective struvite stones form chronic pyelonephritis, which can cause 
destruction of renal parenchyma.
228
 In uric acid stones, the hyperuricemia causes uric 
acid crystals to be deposited in the interstitial tissue causing interstitial fibrosis.
229
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MATERIALS AND METHODS 
 
STUDY CENTRE: 
 The study was conducted among the adult population who attended the out-
patient departments at Trichy SRM Medical College Hospital and Research Centre, 
Irungalur, Trichy. 
STUDY DESIGN: 
 Cross sectional Observational study 
STUDY PERIOD: 
 One year, June 2017 to May 2018  
GEOGRAPHICAL DISTRIBUTION: 
 Both rural and urban areas in and around Trichy. 
SAMPLE SIZE: 
 The calculated sample size using prevalence of CKD as 17.2%, power of the 
study of 80% and significance level as 5% from the SEEK study
2
 was 463.Atotal of 
500 subjects who attended the medicine and allied out-patient department were 
included as study participants. 
ETHICAL CONSIDERATION: 
 Ethical clearance for the study was obtained from the Institutional Ethical 
Committee(IEC) of Trichy SRM Medical College Hospital and Research Centre, 
Irungalur. All study subjects were explained about the study and informed written 
consent was obtained and the confidentiality of their results were maintained.  
INCLUSION CRITERIA: 
 All adults of age 20 years and above, of both sex were included in the study. 
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EXCLUSION CRITERIA: 
 Patients with Acute Kidney Injury (AKI) were excluded on the basis of 
oliguria and rapid increase in creatinine from previous recent records. 
STUDY PROTOCOL: 
 After enrollment in the study a detailed history was taken, which included 
history of presenting illness, past illness, occupation, any exposure to agrochemicals, 
personal history likesubstance abuse, smoking, alcohol intake was noted. The patient 
was enquired about history of any renal stones, cardiovascular illness, thyroid illness, 
diabetes mellitusand hypertension. A detailed history of treatment and drugs 
takenwere documented 
CLINICAL EXAMINATION: 
 Routine clinical examination of various systems was carried out. 
Blood Pressure (BP): 
 Blood pressure was recorded in the sitting position in the right arm using 
mercury sphygmomanometer. Participants whose BP  140/90 mm Hg was 
considered as hypertensive, JNC-7 guidelines.
230
 Participants who were already on 
anti hypertensives were considered as hypertensive irrespective of the BP 
measurement. 
Anthropometric measurements: 
 Height and weight of the study subjects were measured. Body mass index was 
calculated from height and weight. Height was measured using a stadiometer in 
centimeters. The individual was asked to stand in the upright posture barefoot, heels 
kept together in close approximation, with the subject‟s back against the vertical 
backboard and eyes directed forward. Weight was measured in kilograms using an 
electronic weighing machine, kept on a firm horizontal surface with light clothing. 
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Waist circumference(WC) was measured in centimeters using a non-stretchable 
measuring tape. WC was measured at the smallest horizontal girth between the costal 
margin and the iliac crest at the end of expiration. Body mass index (BMI)was 
calculated using the formula  
BMI = Weight / height
2
 (kg/m
2
) 
 
BMI Categorization WHO Guidelines :
231
 
Under weight: < 18.5 kg/ m
2
 
Normal          :    18.5 to 24.9 kg/m
2
 
Over weight   :    25- 29.9 kg/m
2
 
Obese             :  > 30  kg/m
2
 
Systemic Examination was done. 
Biochemical Investigation (Estimated Parameters): 
Sample Collection: 
 An overnight 12 hours fasting venous sample was collected in a blood clot 
activator (BCA) tube, for analysis of fastingblood glucose, fasting lipid profile [Total 
cholesterol(TC), Triglycerides(TGL), High Density Lipoprotein Cholesterol(HDLc), 
Low Density Lipoprotein(LDLc)],thyroid function tests [Thyroid Stimulating 
Hormone(TSH),Free thyroxine (FT4)], Renal Function test(serum urea, serum 
creatinine).  
 A spot urine sample was collected in a clean 100ml urine collection container 
for spot UPCR. The samples were processed within 30 minutes to1 hour of collection. 
Thyroid Hormone assay was done by Electro Chemiluminescence Immunoassay 
(ECLIA) using Roche, cobas e411 analyzer. All other tests were performed using 
autoanalyser, Mindray BS 420. 
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Diagnosis of DM was made based on WHO criteria of fasting blood glucose level of 
more than 126 mg/dl.
232
Known diabetics on treatment were considered diabetic 
irrespective of their glycemic status. 
Thyroid Function: 
Euthyroid state was diagnosed with TSH – 0.4 – 4.2IU/L and FT4 level 0.8- 2 ng/dl. 
Overt hypothyroidism was diagnosed with TSH  5IU/L and Free T4 level < 0.8 
ng/dl; Subclinical hypothyroidism was diagnosed when TSH  5IU/L and with 
normal Free T4 levels. Hyperthyroidism was diagnosed when TSH 0.25IU/L and 
Free T4>2 ng/dl. Subclinical Hyperthyroidism was considered when TSH 0.25IU/L 
and Free T4 within normal range. Patients who were on treatment with Thyroxine 
supplementation were considered as hypothyroid. 
Renal Function: 
Serum Urea and Serum Creatinine were measured. 
Estimated Glomerular Filtration Rate (eGFR) : 
Using serum creatinine Estimated Glomerular Filtration Rate (eGFR) was calculated 
using Chronic Kidney Diseases- Epidemiology Collaboration group (CKD-EPI) 
formula
49
. 
The CKD-EPI equation, expressed as a single equation  
GFR = 141*min (Scr/K,1)
∞*
max(Scr/K,1)
-1.209*
0.993
Age*
1.018[if female]
*
1.159[if 
black] 
Scr is serum creatinine(mg/dl), K is 0.7 for female and 0.9 for males,∞ is -0.329 for 
females and -0.411 for males, min indicates the minimum of Scr/K or 1, and max 
indicates the maximum of Scr/K or 1. 
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Staging of CKD was done as per GFRcategory based on KDIGO 2012
39
 
G1 -  eGFR  90ml/min/1.73 m2  – Normal or High 
G2 - eGFR 60-89ml/min/1.73 m
2
  – Mildly decreased 
G3a - eGFR 45-59ml/min/1.73 m
2
 – Mildly to moderately decreased 
G3b - eGFR 30-44ml/min/1.73 m
2
 – Moderately to severely decreased 
G4 - eGFR 15-29ml/min/1.73 m
2
  –  Severely decreased 
G5- eGFR <15ml/min/1.73 m
2         
-   Kidney failure 
CKD was defined as eGFR  <60ml/min/1.73 m
2
 
Urine Spot Protein- Creatinine Ratio(UPCR) Categorisation
35
 
1. Normal, P1 - UPCR < 0.15 
2. Moderate proteinuria, P2 - UPCR > 0.15-0.5 
3. Overt Proteinuria, P3 -  UPCR > 0.5  
Cardiovascular disease was considered present or absent based on the diagnosis made 
by Physician or Cardiologist. 
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METHODOLOGY 
ESTIMATION OF PLASMA GLUCOSE 
Method: 
Glucose Oxidase Peroxidase method (GOD-POD) (End point) 
Principle: 
   Plasma glucose is first oxidized to Gluconic acid by the enzyme Glucose 
Oxidase(GOD)with release of Hydrogen peroxide, which is further converted into 
nascent oxygen  and water by the enzyme peroxidise (POD). 4-Aminoantipyrine takes 
up the oxygen, simultaneously with phenol,forms a pink coloured chromogen, 
measured at 505 nm. 
 
 Glucose + O2                                        Gluconic acid + H2O2  
 
2 H2O2 + 4-Aminoantipyrine+Phenol                            Quinoneimine+ 4 H2O 
Reagents: 
Glucose Oxidase  :  ≥10 KU/L 
Peroxidase   :  ≥ 1 KU/L 
Phosphate buffer (pH) 7.5  : 250mmol/L 
Phenol               : 5 mmol/L 
4-Aminoantipyrine  : 0.5 mmol/L 
Standard concentration     : 100 mg/dl 
 
 
 
GOD 
POD 
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Procedure: 
   Take three test tubes and label as Blank (B), Test (T) and Standard (S) as 
follows, Incubation period: 10 min,Temperature at 37
0
C.Mix well and read 
absorbance of Test (T) and Standard(S) against distilled water at 505 nm 
 
Calculation: 
Glucose concentration (mg/dl)  =( ∆ Abs-Test / ∆ Abs-Standard) x100 
Reference value: 
Plasma Fasting Glucose : 70-100 mg/dl 
Post Prandial Plasma Glucose : < 140 mg/dl  
 
 
 
 
 
 
 
 
 
 
 
 
42 
ESTIMATION OF SERUM UREA 
 
Method: 
Urease –Glutamate Dehydrogenase(“Urease-GLDH”) 
Principle: 
 Urea is hydrolysed into ammonia and carbon dioxide by the presence of water 
and urease. The ammonia combines with 2-oxoglutarate and NADH in the presence 
of glutamate-dehydrogenase (GLDH) to produce glutamate and NAD
+
. The GLDH is 
the rate limiting enzyme. The rate of  decrease in NADH  is proportional to the 
concentration of urea, within the given time intervals. As the kinetic is very fast, this 
test is preferably designed for analyzer application. 
 
Urea+ 2H2O                              2NH4
+
 + 2 HCO3
-
 
 
2-Oxoglutarate + NH4
+
 +NADH  L-Glutamate + NAD
+
+ H2O 
Reagents: 
1. Enzymes: 
Tris buffer (pH 7.8)            : 125 mmol/L 
Urease                                  : ≥ 20 kU/L 
GLDH                                : ≥ 0.3 kU/L 
 ADP       : 0.88 mmol/L 
 Sodium Azide    : 0.095 % 
2. Substrates: 
2-oxoglutrate                         : 25 mmol/L 
NADH                               : 1.25 mmol/L 
Urease 
GLDH 
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Sodium Azide                        : 0.095% 
3.Standard: 
Urea                                       : 80mg/dl  
Sodium Azide                         : 0.095% 
Preparation of reagent: 
Reagent is prepared by mixing 4 parts of enzymes with 1 part of substrates. 
Specimen: 
Serum  
Assay: 
Wavelength         : 334nm, 340nm, 365nm 
Temperature        : 25°C, 30°C or 37°C 
Optical path         : 1cm 
Measurement       : Against reagent blank(RB). 
Only one reagent blank, per series is required. 
Procedure: 
Sample Start: 
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Substrate Start Procedure:       
 
 
 
 
 
 
 
 
 
 
 
 
Calculation: 
C= 80.0× ΔA Sample/ ΔA standard [mg/dl]  
Measuring range: 
The test has a measuring range of 2 to 300mg/dl or 0.3to 50mmol/l. 
Reference values: 
Serum: 10-50 mg/dl  
 
 
 
 
 
 
 
  Blank Standard 
Sample /standard - 10µl 
Reagent 1 1000µl 1000 µl 
Mix, incubate  approximately for 5 minute. 
Reagent 2 250µl 250µl 
Mix, read absorbance of Sample /standard after 60 seconds and read 
after exactly 1 minute (A2). 
Calculate the absorbance difference: 
ΔA Sample /standard= (A2-A1)-ΔARB. 
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ESTIMATION OF SERUM CREATININE 
 
Method: 
Modified Jaffe‟s kinetic method 
Principle: 
 Creatinine, in the sample reacts with picric acid in alkaline medium to form 
creatinine picrate (red coloured complex), measured at 500 nm.  
Creatinine + Picricacid                          Creatinine picrate complex 
Specimen: 
Serum, Urine 
Reagents: 
Standard                           : 2 mg/dl 
Reagent-1  
Sodium Hydroxide            : 0.2 mol / L 
Reagent 2 
Picric acid                          : 20 mmol / L 
Storage:      2º-8ºC 
Preparation of working solution: 
The reagents are brought to room temperature. 4 parts of reagent 1 and 1 part of 
reagent 2 are mixed. 
General system parameters: 
Reaction slope                        : Increasing 
Reaction Type                        :         Fixed Time 
Flow cell Temp.                    : 25°C, 30°C or 37°C 
Wavelength                            : 500 nm (490-510 nm) 
No. of Readings                  : 120 sec. 
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Delay Time                        :          30 sec. 
Reagent Volume                     :          1.0 ml 
Sample Volume                      :          100 µl 
Std. Concentration                  :         2 mg/dl 
Path length                     :         1 cm 
Zero Setting With                   : Distilled water 
The instrument is set with above system general parameters.       
Procedure: 
 The sample and working solution are allowed to attain room temperature, prior 
to use Three test tubes are taken and labelled as Standard (S), Blank (B), Test (T). 1 
ml of working reagent is added to all three test tubes.  100µl of sample is added to test 
tube „T‟ and 100µl of standard is added to test tube „S‟. Then mixed and reading is 
taken absorbance A1 after 60 seconds and A2 after further 120 seconds. ΔA = A2-A1.  
For urine spot creatinine dilute urine 1 +49 with distilled water, multiply the result           
by 50. 
 
Calculation: 
Serum creatinine(mg/dl) =Concentration of standard× (ΔA Sample/ ΔA standard ) 
Urine spot creatinine(mg/dl) = Concentration of standard× (ΔA Sample/ ΔA standard) 
Linearity:  
This method is linear up to 10 mg/dl 
 Blank Standard Test 
Reagent 1ml 1ml 1ml 
Standard - 100µl - 
Sample - - 100µl 
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Reference range: 
 Serum Creatinine: 
            Males         : 0.9-1.3 mg/dl 
            Females     : 0.6-1.1mg/dl 
Spot Urine Creatinine, morning sample 
Male  : 39-259 mg/dl 
Female : 28-217 mg/dl 
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LIPID PROFILE 
 
ESTIMATION OF SERUM TOTAL CHOLESTEROL (TC) 
 
Method 
“CHOD-POD”–Cholesterol Oxidase Peroxidase. 
Principle: 
 Determination of cholesterol after enzymatic hydrolysis and oxidation. Then 
photometric estimation of cholesterol is done by coupling reactions with free 
cholesterol. The calorimetric indicator is quinoneimine(red coloured complex), 
generated from 4-aminoantipyrine and phenol by hydrogen peroxide under catalytic 
action of peroxidase (Trinder‟s reaction) 
The reactions are as follows: 
Cholesterol ester + H2O Chol.Esterase                Cholesterol + Fatty acid 
 
    Chol.Oxidase             
Cholesterol + ½ O2 + H2O            Cholest-4en-3-one + H2O2 
 
      Peroxidase 
2 H2O2 + 4- Aminoantipyrine + Phenol               Quinoneimine+4 H2O 
 
 
 
The intensity of the red colour is proportional to the concentration of cholesterol in 
the serum. 
Reagents 
Good‟s buffer (pH 6.7)     : 50mmol/L 
Phenol                                 : 5 mmol/L 
4-Aminoantipyrine              : 0.3 mmol/L 
Cholesterol esterase            :  200 U/L 
Cholesterol oxidase            : 50 U/L 
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Peroxidase                         : 3 kU/L 
Standard                            : 200 mg/dl (5.2 mmol/L) 
Reagent and standard are stable if stored at 2- 8
0
C 
Specimen 
Serum  
Preparation of working solution: 
Ready to use reagents and standard are allowed to attain room temperature.  
Procedure: 
Prior to use, the sample and working solution are brought to room temperature. 
System parameters: 
Reaction Type                        : End point assay 
Reaction slope                    :         Increasing 
Flow cell Temp.                      : Room temperature / 37°C 
Sample Volume                  : 10 µL 
Reagent Volume                  : 1 mL 
Delay Time                             : 5 sec 
Wavelength                             : 500 ± 10 nm 
Optical Path                            : 10 mm 
Standard Concentration       : 200 mg/dl 
Zero Setting                           : With Distilled water 
Procedure: 
Three test tubes are labelled as blank (B),Test (T) and Standard (S), one  ml of 
working reagent is added to all 3 test tubes. 10µL of standard is added to test tube 
„S‟and 10µL of sample is added to test tube „T‟. Then it is mixed, incubated for 10 
min at room temperature. 
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Calculation: 
Cholesterol (mg/dl) =     Absorbance of sample      ⨯ Concentration of standard 
     Absorbance of standard 
Measuring range:  
Linearity is up to 3-750mg/dl. 
Lower limit of detection: 3 mg/dl 
Reference values 
Serum Total Cholesterol: 
Desirable              :  < 200 mg/dl 
Borderline       :  200 - 240 mg/dl 
High                      :   > 240 mg/dl 
 
 
 
 
 
 
 
 Blank Standard Test 
Distilled water 10µl -- -- 
 Reagent 1ml 1ml 1ml 
Standard -- 10µl -- 
Sample -- -- 10µl 
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ESTIMATION OF SERUM TRIGLYCERIDES(TGL) 
 
Method: 
Colorimetric Enzymatic test using Glycerol-3- phosphate oxidase (GPO) 
Principle 
 Estimation is based on enzymatic splitting with lipoprotein lipase. The 
glycerol formed is converted to Glycerol – 3- phosphate which is further oxidised to 
Dihydroacetone phosphate and Hydrogen peroxide. The oxygen formed by peroxidase 
is accepted by 4-aminoantipyrine in the presence of 4-chlorophenol to form 
Quinoneimine (red colour complex) which is measured at 500nm. 
 
                                    Lipoprotein Lipase 
Triglycerides                                              Glycerol + Fatty acid 
 
                                    Glycerol Kinase 
Glycerol + ATP                             Glycerol -3-phosphate + ADP 
 
      Glycerol -3-Phosphate Oxidase  
Glycerol -3-phosphate+O2                               Dihydroxyacetone phosphate+H2O2 
 
               Peroxidase       
2H2O2 + Aminoantipyrine + 4- Chlorophenol                 Quinoneimine +HCl + 4 H2O  
 
Reagent: 
4-Chlorophenol           : 4 mmol / l 
Mg
2+
                                : 15mmol/l 
ATP                               : 2 mmol / l 
4-Aminoantipyrine           : 0.5mmol/l 
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Glycerolkinase                 : ≥0.4 kU/l 
Peroxidase                          :           ≥ 2 kU/l 
Lipoprotein lipase                   :           ≥ 2 kU/l 
Good‟s buffer       pH7.2       : 50 mmol / l 
 Glycerol-3-phosphate–oxidase: ≥0.5 kU /l 
 Standard               : 200mg/dl  (2.3 mmol/l) 
Specimen: 
Serum 
Storage:    at 2ºC-8ºC 
General system parameters: 
Reaction Type                    : End point 
Wavelength                            :         500 nm 
Reaction slope                        :         Increasing 
Delay Time                            :          5 seconds. 
Flow cell Temp.                     :         Room temperature or 37°C 
Reagent Volume                    :          1.0 ml 
Sample Volume                      :          10 µl 
Std. Concentration                  :          200 mg/dl 
Optical Path                            :         1 cm 
Zero Setting with Distilled water 
The instrument is set with above system parameters. 
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Procedure 
  The sample and working solution are brought to room temperature. Three test 
tubes are taken and labelled as Standard (S), Test (T), blank (B). One ml of working 
reagent is added to three test tubes.  10µL of sample is added to test tube labelled as 
„T‟ and 10µL of standard is added to test tube labelled as „S‟. Then mixed and 
incubated 10 minutes at room temperature. 
 
 
Calculations: 
Triglyceride (mg/dl)  = Absorbance of Sample ⨯ Concentration of standard 
                                   Absorbance of Standard 
 
To correct for free glycerol subtract 10mg/dl from the triglycerides value. 
Measuring range:  
This method is used from the measuring range of 2-1000mg/dl. 
Lower limit of detection is 2mg/dl 
Reference values: 
Serum Triglycerides: 
   Normal                     : < 200 mg/dl 
   Borderline High          : 200-400mg/dl 
   Elevated                      : >400  mg/dl 
 
 Blank Standard Test 
Distilled water 10µl -- -- 
Reagent 1ml 1ml 1ml 
Standard -- 10µl -- 
Sample -- -- 10µl 
 
54 
ESTIMATION OF SERUM HIGH DENSITY LIPOPROTEI CHOLESTEROL (HDLc) 
 
Method 
Direct enzymatic method 
Principle: 
 Antibodies against human lipoproteins are utilized to form antigen-antibody 
complexes with chylomicrons, LDL, VLDL and in a way that only HDL-cholesterol 
is selectively estimated by an enzymatic cholesterol measurement. 
The reaction sequence is, as follows: 
      
        Anti-human β – lipoprotein antibodies 
LDL, VLDL, Chylomicrons                         Antigen – antibody complexes +HDL 
 
       CHE &CHO 
HDL –Cholesterol + H2O +O2                       Cholest-4-en-3-one + Fatty acid +H2O2 
 
             Peroxidase 
H2O2  + F- DAOS + 4- Aminoantipyrine                         Blue Complex +  H2O       
 
CHE – Cholesterol esterase; CHO-Cholesterol oxidase; F-DAOS-N-Ethyl-N-(2-
Hydroxy-3-sulfopropyl)-3,5-Dimethoxy-4-Fluoroaniline, sodium salt 
Reagents: 
Reagent 1: 
Good‟s buffer pH        7.0      : 25 mmol / L 
Peroxidase                         : 2000 U/L 
Ascorbate oxidase                   : 2250 U/ L 
Anti-human β – lipoprotein Antibody (sheep) 
4-Aminoantipyrine                 : 0.75mmol/L 
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Reagent 2: 
Good‟s buffer  pH 7.0           : 30 mmol / L 
Cholesterol oxidase              : 20000U/L 
Cholesterol esterase      : 4000 U/L 
N-Ethyl-N-(2-hydroxy-3-sulfopropyl): 0.8mmol/L 
Sodium salt (F-DAOS), 3, 5- dimethoxy-4-fluoroaniline. 
Calibrator: 
 HDL-Cholesterol   50.6 mg/dl 
Storage:     at 2º-8ºC 
Specimen: 
Serum  
General system parameters: 
Reaction Type              : End point 
Wavelength                             :         600/700 nm 
Reaction slope                       : Increasing 
Delay Time                             : 5 seconds 
Flow cell Temp.                 : Room temperature or 37°C 
Reagent 1 Volume              : 240 µL 
Reagent 2 Volume               : 60 µL 
Sample Volume                    : 2.4 µL 
Calibrator                             : 50.6 mg/dL 
Zero Setting                            : with Distilled water 
Optical Path                         : 1 cm 
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Procedure: 
 The sample and working solution are allowed to attain room temperature prior to 
use Three test tubes are labelled as Test (T), Calibrator (C), blank (B), 240 µL of 
working reagent 1 is added to all three test tubes. 2.4µL of sample is added to Test „T‟ 
and 2.4 µL of calibrator is added to Calibrator „C‟. Then mixed and incubated for 5 
minutes at room temperature. Read the absorbance A1, then 60 µL of working reagent 
2 is added to all three test tubes. It is mixed and incubated for 5 minutes at room 
temperature. Read the absorbance A2.  ΔA = ( A2 - A1) sample or calibrator. 
Calculation: 
HDLc (mg/dl) =  ΔA Sample   ⨯ Calibrator concentration  
                          ΔA Calibrator  
Measuring range:  
This method is used to determine HDL-c concentration within a measuring range 
from 1-180mg/dl. 
Lower limit of detection is 1 mg/dl 
Reference values: 
Serum HDL-C  
  Low     : < 40 mg/dl 
  Desirable : 40-60 mg/d 
 Blank Calibrator Test 
Calibrator -- 2.4 µL -- 
Sample -- -- 2.4 µL 
Distilled water 2.4 µL -- -- 
Reagent 1 240 µL 240µL 240 µL 
Mixed, incubated 5min at 37°C,read absorbance A1Then add: 
Reagent 2 60 µL 60µL 60µL 
Mixed, incubated 5 min at 37°C, read absorbance A2. 
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ESTIMATION OF SERUMLOW DENSITY LIPOPROTEIN CHOLESTEROL 
Method: 
Direct enzymatic method 
Principle  
 In the first step, LDL is selectively protected while non-LDL-lipoprotein are 
enzymatically processed. In the second step, LDL is released and LDL-cholesterol is 
selectively determined in a blue colour producing enzymatic reaction. 
The reaction sequence is as follows: 
 
1. LDL + Reagent 1                          Protected LDL 
 
                                             CHE &CHO 
          HDL, VLDL, Chylomicrons                                   Cholestenone +  H2O2   
 
                                            Catalase 
          H2O2                                         H2O   
 
2. Protected LDL +  Reagent 2                          LDL 
 
                            CHE &CHO 
          LDL-C                                  Cholestenone + H2O2 
        
  
             H2O2 + 4-Aminoantipyrine +H-DAOS                             Blue Colour   
 
 
CHE – Cholesterol esterase ;  CHO-Cholesterol oxidase 
 
 
 
POD 
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Reagents: 
Reagent 1: 
Cholesterol oxidase (CHO)   : ≥2.5 kU/L 
Cholesterol esterase (CHE)    : ≥2.5 kU/L 
Catalase                         : ≥500 kU/l 
N-(2-hydroxy-3-sulfopropyl) : 0.5mmol/L 
3, 5- dimethoxyaniline, (H-DAOS) 
Good‟s buffer pH 6.8         : 20 mmol / L 
Reagent 2: 
4-Aminoantipyrine              : 3.4mmol/L 
Peroxidase (POD)                  : ≥15 kU/L 
Good‟s buffer pH 7.0     : 25 mmol / L 
Calibrator: 
LDL-Cholesterol 132 mg/dL 
Storage:     at 2ºC-8ºC 
Preparation of working solution 
 The reagents are brought to room temperature.  Both reagent and standard are 
supplied as ready to use. 
Sample 
Serum 
General system parameters: 
Reaction Type                     : End point 
Wavelength                           : 600/700 nm (bichromatic measurement)  
Reaction slope                     : Increasing 
Delay Time                             : 30 seconds. 
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Flow cell Temp.                      : 37°C 
 Sample Volume                      : 3.0 µL 
Reading Time                    : 180 seconds. 
Optical Path                         : 1 cm 
Reagent 1 Volume                  : 280 µL 
Reagent 2 Volume             : 70 µL 
Calibrator                              : 132 mg/dL 
Zero Setting with Distilled water 
The instrument is set with above system parameters. 
Procedure: 
Three test tubes are labelled as Test (T), Calibrator (C), blank (B). 280 µL of working 
reagent 1 is added to all three test tubes. 3.0µL of sample is added to „T‟ and 3.0 µL 
of calibrator is added to „C‟. Then mixed and incubated for 5 minutes at room 
temperature. Read the absorbance A1, then 70 µL of working reagent 2 is added to 
three test tubes. It is mixed well and incubated for 5 minutes at room temperature. 
Read the absorbance A2. 
ΔA = (A2 - A1) sample or calibrator- (A2 - A1) blank. 
 Blank Calibrator Test 
Calibrator -- 3.0 µl -- 
Sample -- -- 3.0 µl 
Reagent 1 280 µl 280µl 280 µl 
Distilled water 3.0 µl -- -- 
Mix, incubate 5min at 37°C,read absorbance A1Then add: 
Reagent 2 70 µl 70µl 70µl 
Mix, incubate 5 min at 37°C, read absorbance A2. 
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Calculation: 
LDLc (mg/dl)   = ΔA Sample     ⨯Calibrator concentration  
                            ΔA Calibrator  
 
Measuring range: 
This method is used to determine LDL-C concentration within a range from 1- 
400mg/dl. 
Reference values: 
Serum LDL-C: 
          Desirable      : ≤ 130 mg/dL 
          Borderline        : 130 - 160 mg/dL 
                      High                : > 160 mg/Dl 
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SPOT URINE PROTEIN ESTIMATION 
 
Method: 
Photometric test using pyrogallol red. 
Principle: 
 Proteins form a red complex with pyrogallol red /molybdate. The absorbance 
is directly proportional to the protein concentration. 
Reagents: 
Pyrogallol red      : 60mol/L 
Sodium molybdate    : 40mol/L 
Standard    : 1300 mg/L  
Storage: 2-8
o
C, do not freeze the reagent 
Specimen:  
Spot Urine  
Stability: 
At 20-25
o 
C     : 1 day 
At 4-8
o
C          : 7 days 
At -20
o
C          : 1 month 
Assay procedure: 
Wavelength    : 600 nm 
Optical path    : 1 cm 
Temperature    : 37
o
C 
Measurement    : Against reagent blank 
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Procedure : 
 Take three test tubes label them as Blank (B), Test (T), Standard (S).Take 
1000l of reagent to the three test tubes .Add 20l of distilled water to the blank(B), 
20l of sample to the test(T) and 20l of standard to the standard (S) 
 
Mix and incubate for 10 minutes and read absorbance against reagent blank 
Calculation  
With standard or calibrator 
Spot urine protein (mg/L) =  (A Sample /AStandard) x   Conc. Standard (mg/L) 
Measuring range:  
Range 20-3000 mg/L 
The lower limit of detection 20 mg/L 
 
 
 
 
 
 
 
 
 Blank Standard Test 
Reagent 1000l 1000l 1000l 
Distilled water 20l - - 
Standard - 20l - 
Sample - - 20l 
 
63 
ESTIMATION OF THYROID STIMULATING HORMONE (TSH) 
Method:  
Electro Chemiluminescence Immunoassay (ECLIA) 
Assay Principle: 
Sandwich principle 
 First incubation: 50L of sample, a biotinylated monoclonal TSH specific 
antibody and a monoclonal TSH specific antibody labelled with a ruthenium 
complex to form a sandwich complex. 
 Second incubation: Streptavidin coated microparticles bind to the complex by 
interaction between biotin and streptavidin 
 The reaction mixture is aspirated into the measuring cell where the 
microparticles are magnetically captured on to the surface of the 
electrode.Unbound substances are removed with Procell. Application of a 
voltage to electrode then induces chemiluminescent emission which is 
measured by a photomultiplier 
 Results are determined via a calibration curve which is instrument specifically 
generated by two point calibration and master curve provided via a reagent 
barcode 
Reagent- working solution: 
The reagent pack is labelled as TSH 
M   Streptavidin coated micro particles transparent cap 1 bottle,12 ml 
Streptavidin coated micro particles 0.72mg/ml, preservative 
R1  Anti –TSH- Ab-biotin(gray cap) 14 ml; Biotinylated monoclonal anti-TSH 
antibody   (mouse) 2 mg/L; phosphate buffer 100mmol/L, pH 7.2; preservative 
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R2 Anti –TSH- Ab-Ru(bpy) (black cap) 12 ml; Monoclonal anti-TSH antibody 
(mouse/human). Labeled with ruthenium complex 1.2 mg/L; phosphate buffer 
100mmol/L. pH 7.2; preservative 
Storage and stability: 2-8 
0
C, store upright, so that the micro particles are completely 
available during automatic mixing. Do not freeze.  
Specimen:  
Serum  
Calibration: 
This method has been standardized against the 2
nd
IRP WHO reference standard 
80/558 
Calibration is performed once per reagent lot using fresh reagent. 
Measuring range: 
Measuring range is 0.005-100 IU/ml  
Lower detection limit 0.005 IU/ml 
Values below lower detection limit is reported as < 0.005 IU/ml and above the 
measuring range is given as > 100 IU/ml. 
Reference range  :  0.4 -  4.2IU/ml 
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ESTIMATION OF FREE THYROXINE (FT4) 
Method:  
Electro Chemiluminescence Immunoassay (ECLIA) 
Assay Principle: 
Competition principle 
A specific anti-T4 antibody labeled with a ruthenium complex Tris (2,21-
bipyridyl)ruthenium(II)-complex (Ru(bpy) ) is used to determine free thyroxine is 
used. 
 First incubation: 15 L of sample and a T4 –specific antibody labeled with a 
ruthenium complex. 
 Second incubation: After addition of the biotinylated T4 and streptavidin –
coated micro particles, the still-free binding sites of labelled antibody become 
occupied with formation of an antibody-hapten complex. The entire complex 
interact via biotin and streptavidin. 
 The reaction mixture is aspirated into the measuring cell where the 
microparticles are magnetically captured onto the surface of electrode. 
Unbound substances are then removed with Procell/Procell M.Application of 
voltage then induces chemiluminescent emission which is measured by auto 
multiplier. 
 Results are determined via a calibration curve which is instrument specifically 
generated by 2 point calibration and a master curve provided via the reagent 
bar code. 
Reagent-working solutions: 
M- Streptavidin –coated micro particles 12ml;Streptavidin-coated micro particles 0.72 
mg/ml;Preservative. 
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R1-Anti-T4-AbRu(bby)- 18 ml: polyclonal anti-T4-antibody (sheep) labelled with 
ruthenium Complex  75 ng/ml; phosphate buffer 100mmol/L, pH7.0; Preservative. 
R2- T4biotin 18ml; biotinylated T4 2.5ng/ml ;phosphate buffer 100mmol/L, pH 7.0; 
Preservative 
Storage and stability: 2-8 
0
C, Store upright, so that the microparticles are completely 
available during automatic mixing. Do not freeze.  
Specimen:  
Serum 
Calibration: 
This method is standardized against the the Elecsys FT4 method.Calibration must be 
performed once per fresh reagent lot. 
Calculation: The analyzer calculates the analyte concentration of each sample either 
in pmol/L, ng/dl or ng/L. 
Measuring range:  
Measuring range = 0.3-100pmol/L. 
Limit of Blank=0.3pmol/L 
Limit of detection=0.5pmol/L 
Limit of Quantitation= 3pmol/L with a total allowable error of 30% 
Values below limit of detection are reported as <0.3pmol/L. 
Values above the range are reported as >100pmol/L 
Conversion formula pmol/Lx0.077688=ng/dl 
Reference range: 0.8-2 ng/dl 
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STATISTICAL ANALYSIS 
 
 Data was entered in Microsoft Office Excel and data was analyzed by using 
Statistical Package for Social Sciences(SPSS) software, version 21.0. 
 Prevalence of CKD and other risk factors were expressed as percentage. 
Continuous variables like Body Mass Index(BMI), Blood Pressure (B.P), Blood 
glucose, estimated Glomerular Filtration Rate(eGFR), Serum Lipid Profile, free 
Triiodothyronine(FT3), free Thyroxine(FT4) which had normal distribution were 
presented as mean along with the standard deviation (SD). For continuous variables 
which had non normal distribution like Thyroid stimulating hormone(TSH), Serum 
Urea, Serum Creatinine and Urinary Protein Creatinine Ratio(UPCR) median and 
Inter Quartile Range(IQR) were used. Categorical variables such as gender were 
presented as percentage. Student „t‟ test was used to analyze the difference in the 
mean between two groups. Chi square test was used to analyze the presence of 
association between the outcome variable (Stage1-2 / Stage 3a-5, CKD) and other 
independent variables.  
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RESULTS 
 
  A total of 500 individuals were included in the study. Of the study population 
there were 211(42.2%) females and 289(57.8%) males. The mean age of the study 
population was 48.31±12.76 years. There were 83(16.6%) participants who were 
farmers by occupation. Among the 500 study population 22(4.4%) gave a history of 
exposure to agrochemicals, 11(2.2%) had renal calculi, 68(13.6%) gave a history of 
smoking and 104(20.8%) were alcoholics. 
  The mean eGFR of the study population was 74.3± 23.88 ml/min/1.73 m
2
.The 
study population was categorised based on their CKD stages, as CKD stage (1 and 2) 
whose eGFR was above 60 ml/min/1.73 m
2
 and CKD (stages 3a, 3b, 4 and 5), whose 
eGFR was less than 60 ml/min/1.73 m
2
. 
 
Further results are presented under the following headings, 
 
A) Age and gender wise distribution of eGFR among study population. 
B) Prevalence of various UPCR stages among the study population and their 
association with different stages of CKD. 
C) Prevalence of CKD stages based on eGFR. 
D) Association of thyroid function and lipid profile with different stages of CKD.  
E) Association of risk factors like BMI, DM, HT and CVD with different stages  
of CKD. 
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A) Age and gender wise distribution of eGFR among study population 
Table 3: Age and gender wise distribution of mean eGFR 
 
 
Table 3, shows the distribution of mean eGFR  of the study group by age and gender. 
 
Among the study population there were 211 (42.2%) females and 289 (57.8%) males. 
The number of males were comparatively more than females in each age group, 
except for age group (20-29 years) female participants were more than males. The 
average eGFR among the age group of 20-29 years(n=43 patients) was 94.76 ± 
21.01,which was normal. There was decreasing trend in eGFR as age increases. 
Among the individuals aged   >70 years, the eGFR was 53.73±16.25 ml/min/1.73m
2 
which was lowest among the study population. The mean eGFR of the males was 
73.03±24.76 ml/min/1.73 m
2
. The mean eGFR of females was 76.03±22.54 
ml/min/1.73 m
2
. 
 
Age 
Male 
n (%) 
Female 
n(%) 
Number of 
patients 
n(%) 
eGFR 
(Mean±SD) 
ml/min/1.73m
2
 
20-29 years 21(48.8) 22(51.2) 43(8.6) 94.76±21.01 
30-39 years 46(57.5) 34(42.5) 80(16) 87.40±19.13 
40-49 years 67(53.2) 59(46.8) 126(25.2) 78.78±21.88 
50-59 years 89(61.8) 55(38.2) 144(28.8) 68.24±22.45 
60-69years 49(60.5) 32(39.5) 81(16.2) 60.88±20.42 
>70 years 17(65.4) 9(34.6) 26(5.2) 53.73±16.25 
Total 289(57.8) 211(42.2) 500(100) 74.30±23.88 
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Table 4: Baseline Characteristics of the study population 
*pvalue < 0.05 is statistically significant 
 
BMI- Body Mass Index, SBP- Systolic Blood Pressure, DBP-Diastolic Blood 
Pressure, FBS- Fasting Blood Sugar, TGL- Triglycerides, TC- Total Cholesterol, 
LDLc- Low Density Lipoprotein Cholesterol, HDLc- High Density Lipoprotein 
Cholesterol, TSH- Thyroid Stimulating Hormone, FT4- Free Thyroxine, FT3- Free 
Triiodothyronine, UPCR- Urinary Protein Creatinine Ratio 
 
Table 4, shows the baseline characteristics ofthe study population. Mean values of 
age, WC, SBP, TGL, LDLc, HDLc, FT4, Sr.Urea, Sr.Creatinine and UPCR, 
significantly differed between the different stages of CKD. The mean values of other 
parameters BMI, DBP, FBS, TC, TSH did not show any statistical significance 
between the different stages of CKD. 
Variables 
CKD stage 1-2 
Mean±SD/Median(IQR) 
CKD stage 3a-5 
Mean±SD/Median(IQR) 
pvalue 
Age(in years) 45.6±12.1 57.6±10.46 0.038
* 
BMI(kg/ m
2
) 25.69±4.88 25.71±4.87 0.96 
WC(cm) 93.23±11.19 93.99±12.72 0.02
* 
SBP(mmof Hg) 120.88±16.87 129.29±21.58 0.001
* 
DBP(mm of Hg) 78.24±10.32 80.21±12.32 0.088 
FBS(mg/dl) 123.24±65.88 127.67±60.31 0.589 
TGL(mg/dl) 125.75±71.30 149.17±79.23 0.003
* 
TC(mg/dl) 168.4±47.36 159.17±45.00 0.066 
LDLc(mg/dl) 101.23±30.86 94.70±29.64 0.046
* 
HDLc(mg/dl) 39.71±9.48 37±11.01 0.010
* 
FT4(ng/dl) 1.28±0.50 1.31±0.74 0.046
* 
TSH(µIU/L) 2.54(1.9) 2.62(2.49) 0.268 
Urea(mg/dl) 21.00(6) 33.00(20) 0.000
* 
Creatinine(mg/dl) 0.98(0.3) 1.5(0.84) 0.000
* 
UPCR 0.2(1.1) 0.12(0.14) 0.000
* 
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B) Prevalence of various UPCR stages among the study population and their 
association with different stages of CKD. 
B- 1) Table 5: Prevalence of UPCR stages among study population 
 
 
 
 
 
 
 
 
 
 
 
 
As seen in table 5, among the 500 study population 302 (60.4%) had a spot urine PCR 
of < 0.15 which was normal(P1), 133 (26.6%) study participants had a UPCR between 
0.15 and 0.5 which was moderate proteinuria(P2), and 65 (13%) had UPCR more than 
0.5 which was overt proteinuria(P3). 
 
B-2) Table6: Association of UPCR with different stages of CKD 
UPCR 
Category 
CKD stage 1- 2  
n(%) 
CKD stage3a- 
5  n(%) 
Chi-square 
value 
P value 
P1(< 0.15) 260(86.1) 42(13.9)  
61.20 
 
0.000
* 
P2(0.15-0.5) 100(75.2) 33(24.8) 
P3(>0.5) 27(41.5) 38(58.5) 
Total 387(77.4) 113(22.6) 
*pvalue < 0.05 is statistically significant 
Table 6, shows the association between spot UPCR and different stages of CKD. In 
the CKD (stage1-2) 86.1% had normal protein excretion, 75.2% had moderate 
proteinuria and 41.5% had overt proteinuria. There were 13.9%, 24.8% and 58.5% of 
Spot Urine PCR Number of patient(n) Percentage (%) 
             P1  (< 0.15) 302 60.4 
             P2 (0.15-0.5) 133 26.6 
             P3 (> 0.5) 65 13 
                 Total 500 100 
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patients who had CKD(stage 3a-5) in spot UPCR category of less than 0.15, 0.15 to 
0.5 and more than 0.5 respectively. As the proteinuria increased quantitatively the 
proportion of patients who had CKD (stage 3a-5) also increased, which was 
statistically significant (pvalue=0.000). There is significant association between 
proteinuria and different stages of CKD. 
 
C) Prevalence of CKD stages based on eGFR 
 
Table 7: Prevalence of various stages of CKD based on eGFR 
 
Table7; shows the prevalence of various stages of CKD among the study population, 
22.2% (n= 111) of the study participants were in stage1(G1), 55.2% (n=276) were in 
stage 2 (G2), 13.2% (n=66) were in stage3a(G3a), 3.8% (n=19) were in Stage 
3b(G3b), 4.2% were in stage4(G4 )category and 1.4% (n=7) had stage 5(G5) or  End 
stage renal disease(ESRD). The prevalence of CKD (eGFR of < 60ml/min/1.73 m
2
, ie 
Stage 3a -5) among the study group was 22.6%(n=113). There were 387(77.4%) study 
participants in CKD (stage 1-2). 
 
CKD Stages-G 
(eGFRml/min/1.73m
2
) 
Numberof Patients 
(n) 
Percentage(%) 
G1 (≥90) 111 22.2 
G2 (60-89) 276 55.2 
G3a (45-59) 66 13.2 
G3b (30-44) 19 3.8 
G4 (15-29) 21 4.2 
G5 (<15) 7 1.4 
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D) Association of thyroid function and lipid profile with different stages of CKD.  
D-1) Prevalence of Thyroid Status: 
Among the study population 406(81.2%) were euthyroid and 94(18.8%) had thyroid 
dysfunction. Among the 94 thyroid dysfunction patients, 51 had subclinical 
hypothyroidism, 38 had overt hypothyroidism, 3 had subclinical hyperthyroidism and 
2 had overt hyperthyroidism. 
 
Table 8: Prevalence of Thyroid status among the different stages of CKD 
Thyroid status CKD stage 1-2 n(%) CKD stage 3a-5 n(%) 
Euthyroidism 318(82.2) 88(77.9) 
Subclinical hypothyroidism 39(10.1) 12(10.6) 
Overt hypothyroidism 28(6.5) 13(11.5) 
Subclinicalhyperthyroidism 3(0.77) Nil 
Overthyperthyroidism 2(0.51) Nil 
Total 387(100) 113(100) 
 
Table 8, shows the prevalence of thyroid status among different stages of 
CKD.AmongCKD (stage 1-2) patients 318(82.2%) wereeuthyroid and in the CKD 
(stage 3a-5) patients 88(77.9%) were euthyroid.Among the CKD (stage1-2) 
participants 39(10.1%) had subclinical hypothyroidism and among CKD (stage 3a-5) 
patients 12(10.6%) had subclinical hypothyroidism.Among the CKD (stage 1-2) study 
individuals 25(6.5%) had overt hypothyroidism, in the CKD(stage3a-
5)patients,13(11.5%) had overt hypothyroidism.Among the CKD (stage1-2) 3 patients 
had subclinical hyperthyroidism and overt hyperthyroidism was found among 2 
patients and none of the CKD (stage 3a-5) patients hadhyperthyroidism. 
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D-2) Table 9: Association between Thyroid status and different stages of CKD 
Thyroid Status Total n 
CKD stage 
1-2 n(%) 
CKD stage 
3a-5 n(%) 
Chi-
Square 
value 
pvalue 
Euthyroidism 406 318(78.3) 88(21.7)  
 
4.612 
 
 
0.202 
Subclinical 
Hypothyroidism 
51 39(76.5%) 12(23.5) 
Hypothyroidism 38 25(65.8) 13(34.2) 
Hyperthyroidism 5 5(100) 0 
Total 500 387(77.4) 113(22.6) 
 
Table 9, shows the association between thyroid status and different stages of CKD. 
Among the 51, subclinical thyroid patients 39(76.5%) had CKD (stage1-2) and 
12(23.5%) of them had CKD (stage3a-5). Among the 38 hypothyroid patients, 
25(65.8%) had CKD(stage 1-2) and 13(34.2%) patients had CKD(stage 3a-5). There 
were only 5 patients with hyperthyroidism and they had CKD(stage 1-2). There was 
no significant association between thyroid dysfunction and different stages of CKD (p 
value 0.202) 
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D-3) Prevalence of Dyslipidemia: 
Among the study population 98(19.6%) had hypercholesterolemia,121(24.2%) had 
hypertriglyceridemia, 272(54.4%) had low HDLc and 69(13.8%) had high level of 
LDLc. 
 
Table 10: Prevalence of dyslipidemia among different stages of CKD 
 
 
Lipid 
profile 
CKD Stage 1-2 CKD stage3a-5 
Normal 
n(%) 
Abnormal 
n(%) 
Total 
n(%) 
Normal 
n(%) 
Abnormal 
n(%) 
Total 
n(%) 
TC 309(79.8) 78(20.2) 387(100) 93(82.3) 20(17.7) 113(100) 
TGL 305(78.8) 32(21.2) 387(100) 74(65.5) 39(34.5) 113(100) 
HDLc 190(49.1) 197(50.9) 387(100) 38(33.6) 75(66.4) 113(100) 
LDLc 329(85) 58(15) 387(100) 102(90.3) 11(9.7) 113(100) 
 
Table 10,shows the prevalence of dyslipidemia among the different stages of 
CKD.Among the CKD (stage 1-2) individuals 78(20.2%) had hypercholesterolemia 
and among the CKD (stage 3a-5) patients 20 (17.7%) had hypercholesterolemia. 
Among the CKD (stage1-2) subjects 32(21.2%)had hypertriglyceridemia and among 
the CKD (stage 3a-5) patients, 39(34.5%) had hypertriglyceridemia.  
Among the CKD(stage1-2) persons 197(50.9%) had low HDLc and among the 
CKD(stage3a-5) patients 75(66.4%) had low HDLc. 
Among the CKD (stage1-2) subjects 58(15%) had high LDLc and in the CKD 
(stage3a-5) patients 11(9.7%) had a raised LDLc. 
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D-4) Table 11: Association between Dyslipidemia and different stages of CKD 
* p value < 0.05 is considered significant 
Table11, shows the association between Lipid profile and different stages of 
CKD.Among the 98(19.6%) study subjects with raised total cholesterol levels, 78 
(79.6%) had CKD (stage1-2) and 20 (20.4%) patients had CKD(stage3a-5). Among 
the 402(80.4%) participants with normal total cholesterol levels 76.9% had 
CKD(stage1-2) and 23.1% had CKD(stage3a-5). There was no significant association 
between total cholesterol and different stages of CKD (p value =0.563). 
The Triglyceride level was raised in 121(24.2%) of the study subjects, among them 
82(67.8%) had CKD (stage1-2) and 39(32.3%) patients had CKD(stage3a-5). There 
were 379(75.8%) subjects with normal triglyceridemia, among them 80.5% had CKD 
(stage 1-2) and 19.5% hadCKD(stage3a-5). There was significant association between 
hypertriglyceridemia and different stages of CKD (p value= 0.004). 
Among the 272(54.4%) individuals who had low HDLc level, 197 (72.4%) had 
Parameter Status 
CKD 
stage 1-2 
n(%) 
CKD 
stage3a-5 
n(%) 
Total 
n(%) 
Gross 
Total 
n(%) 
Chi-
square 
value 
pvalue 
TC High 78(79.6) 20(20.4) 98(19.6)  
500(100) 
 
0.335 
 
0.563 Normal 309(76.9) 93(23.1) 402(80.4) 
TGL High 82(67.8) 39(32.3) 121(24.2)  
500(100) 
 
8.465 
 
0.004
* 
Normal 305(80.5) 74(19.5) 379(75.8) 
HDLc Low 197(72.4) 75(27.6) 272(54.4)  
500(100) 
 
8.435 
 
0.004
* 
Normal 190(83.3) 38(16.7) 228(45.6) 
LDLc High 58(84.1) 11(15.9) 69(13.8)  
500(100) 
 
2.029 
 
0.154 Normal 329(76.3) 102(23.7) 431(86.2) 
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CKD(stage 1-2) and 75(27.6%) of the patients had CKD(stage3a-5).Among the 
228(45.6%)participants with normal HDLc level,  83.3% had CKD (stage1-2) and 
16.7% hadCKD(stage3a-5). There was significant association between low HDLc and 
different stages of CKD (p value 0.004). 
There were 69(13.8%) patients with raised LDLc level, among them 58(84.1%) had 
CKD  (stage 1-2 and 11(15.9%) patients had CKD(stage3a-5).Among the 431(86.2%) 
of patients with normal LDLc level 76.3% had CKD(stage1-2) and23.7% had 
CKD(stage3a-5).  There was no significant association between high LDLc and 
different stages of CKD(p value 0.154). 
 
 
E) Association of risk factors like BMI, DM, HT and CVD and different stages of 
CKD 
E-1) Prevalence of different categories of BMI: 
Among the study population 190(38%) had normal BMI, 26(5.2%) were underweight, 
206(41.2%) were overweight, 78(15.6%) were obese. 
 
Table 12: Prevalence of BMI category among different stages of CKD 
BMI Category CKDstage1-2 n(%) CKDstage3a-5 n(%) 
Normal 147(38) 43(38.1) 
Under weight 19(4.9) 7(6.2) 
Over weight 160(41.3) 46(40.7) 
Obese 61(15.6) 17(15) 
Total 387(100) 113(100) 
 
Table 12, shows the prevalence of various BMI categories among different stages of 
CKD. In the CKD (stage 1-2) subjects 38% had normal BMI, 4.9% were underweight, 
41.3% were overweight and 15.6% were obese and in the CKD (stage 3a-5) patients 
38.1% had normal BMI, 6.2% were underweight, 40.7% were over weight.15% were 
obese. 
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E-2) Table 13:  Association between BMI and different stages of CKD 
 
Table 13, shows the association between BMI and different stages of CKD. Among 
the participants with normal BMI,77.4% had CKD(stage1-2), 22.6% had CKD (stage 
3a-5);77.8% of overweight category had CKD(stage1-2), 22.2% of overweight 
category of study group had CKD(stage 3a-5). Among the obese, 78.2% had CKD 
(stage 1-2), 21.8% had CKD (stage 3a-5). There was no significant association 
between BMI and different stages of CKD (p value 0.95). 
 
 
 
 
 
 
 
 
BMI 
CKDstage1-2 
n(%) 
CKDstage3a-5 
n(%) 
Chi-
square 
value 
pvalue 
Normal 147(77.4) 43(22.6)  
 
0.315 
 
 
0.95 
Underweight 19(73.1) 7(26.9) 
Overweight 160(77.8) 46(22.2) 
Obese 61(78.2) 17(21.8) 
Total 387(77.4) 113(22.6) 
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E-3) Prevalence of DM, HT and CVD: 
Among the study population 179(35.8%) had DM, 217(43.4%) had HT and 29(5.8%) 
had CVD. 
 
Table14:P revalence of risk factors, Diabetes mellitus, Hypertension and CVD in 
different stages of CKD 
 
Table 14, shows the prevalence of risk factors like DM, HT and CVD. Among the 
individuals in CKD (stage 1-2), 30% had DM and among the CKD (stage 3a-5) 
patients, 55.8% had DM.Among CKD(stage1-2) individuals, 38.2% were 
hypertensives and among the CKD (stage 3a-5) patients 61.1% were 
hypertensives.Among the subjects with CKD (stage 1-2) 3.9 % had CVD and in the 
patients with CKD (stage 3a-5) 12.4% had CVD. 
 
 
 
 
Risk 
factors 
CKD stage 1-2 n(%) CKD stage3a-5 
Present Absent Total Present Absent Total 
DM 116(30) 271(70) 387(100) 63(55.8) 50(44.2) 113(100) 
HT 148(38.2) 239(61.8) 387(100) 69(61.1) 44(38.9) 113(100) 
CVD 15(3.9) 372(96.1) 387(100) 14(12.4) 99(87.6) 113(100) 
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E-4) Table15: Association between Diabetes and different stages of CKD 
Diabetes 
CKDstage 
1-2 n(%) 
CKDstage3a-5  
n(%) 
Chi-square 
value 
pvalue 
Present 116(64.8) 63(35.2)  
25.287 
 
0.000
*
 
Absent 271(84.4) 50(15.6) 
Total 387(77.4) 113(22.6) 
 
*pvalue < 0.05 is statistically significant 
 
Table 15, shows the association of diabetes with different stages of CKD. Among the 
179 (35.8%) diabetic patients, 116(64.8%) had CKD(stage1-2) and 63 (35.2%)had 
CKD(stage3a-5). Among the 321(64.2%) of study individuals without diabetes, 
271(84.4%) had CKD (stage1-2) and 50(15.6%) had CKD (stage3a-5).There was 
significant association between diabetes and different stages of CKD (p value 0.000). 
 
E-5) Table16: Association between Hypertension and different stages of CKD 
Hypertension 
CKDstage1-2  
n(%) 
CKDstage3a-5 
n(%) 
Chi-square 
value 
pvalue 
Present 148(68.2%) 69(31.8)  
18.54 
 
0.000
*
 Absent 239(84.5) 44(15.5) 
Total 387(77.4) 113(22.6) 
*p value < 0.05 is statistically significant 
Table 16, shows the association between hypertension and CKD. Hypertension was 
present in 217(43.4%) of patients. Among the hypertensive patients 148(68.2%) had 
CKD(stage1-2)  and 69(31.8%) had CKD(stage3a-5). Among the 283(56.6%) 
normotensive patients 239(84.5%) hadCKD(stage1-2) and 44(15.5%) had CKD (stage 
3a-5). There was significant association between hypertension and different stages of 
CKD (p value 0.000). 
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E-6) Table17: Association between CVD   and different stages of CKD 
Cardiovascular 
Disease 
CKDstage1-2 
n(%) 
CKDstage3a-5 
n(%) 
Chi-square 
value 
p value 
Present 15(51.7) 14(48.3)  
11.602 
 
0.001
*
 Absent 372(79) 99(21.0) 
Total 387(77.4) 113(22.6) 
*pvalue < 0.05 is statistically significant 
 
Table 17, shows the association between patients with CVD and different stages of 
CKD. Out of 29 (5.8%) patients who had Cardio vascular disease, 15(51.7%) had 
CKD(stage1-2) and 14(48.3%) had CKD(stage3a-5). Among the 471(94.2%) study 
individuals without CVD, 372(79%) hadCKD(stage1-2) and 99(21%) had CKD(stage 
3a-5).There was significant association between patients with CVD and different 
stages of CKD (p value 0.001).  
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DISCUSSION 
 
  The present study was conducted to assess the risk factors for renal 
dysfunction in a heterogeneous study population. The study was conducted to stress 
the need for early identification of risk factors causing CKD. The use of eGFR for 
CKD classification in this study will help in early diagnosis of CKD, because serum 
creatinine measurement alone will not determine the patients with stage 2 CKD. If 
CKD diagnosis is made early and treated, the progression of CKD can be prevented. 
  The prevalence of CKD (Stage 3a-5) based on the EPI eGFR (<60 
ml/min/1.73m
2
) in this study was 22.6%. The prevalence of different stages of CKD 
in this study were, stage1- 22.2%, stage2 - 55.2%, stage3a - 13.2%, stage3b - 3.8%, 
stage4 -4.2% and stage5-1.4%. In the Screening and Early Evaluation of Kidney 
disease (SEEK) study, Ajay.K.Singh et al
2
 have done a population based study, 
among 5588 urban participants and have observed the prevalence  as 17.2% (Stage 1-
5) and only 6% in CKD(stages3a-5), by using CKD-EPI formula for eGFR 
estimation. In another study by Narinder.P.Singh et al
233
. which had 5252 semi urban 
participants, the prevalence among CKD (Stage 3a-5) was 13.3%, eGFR was 
calculated using Cockcroft-Gault formula.A study done among the apparently healthy 
adult central government employees, among 3398 participants, in Agra by Varma et 
al.
234
the prevalence of CKD(stage1-3) was 13.12% (CKD-EPI). Sanjay Kumar 
Agarwal et al.
235
 used serum creatinine more than 1.8 mg/dl on two occasions, 8-12 
weeks apart as criteria for CKD diagnosis, and has found a prevalence of 
CKD(Stage3-5) as 0.785%. A US study done by Vassalotti et al,
236
 the Kidney Early 
Evaluation Programme(KEEP) the prevalence of CKD was 28.7%.Compared to other 
studies conducted among Indian population, the present study showed a high 
prevalence of CKD. All these four Indian studies were population based study and in 
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our study, more of diseased population is assessed and this may be attributed to the 
high prevalence of CKD. The very high prevalence of stage 3a-5 CKD, raises the 
possibility of CKD hot spot in the belt of rural and urban area of Trichy. To rule in 
and rule out the possible hot spot of CKD, a population based study should be 
performed in this geographical belt.  
  In this study 13% of the study population had overt proteinuria (Urine spot 
protein creatinine ratio more than 0.5), 26.6% had moderate proteinuria (UPCR 0.15 
to 0.5). There was significant association between the proteinuria and CKD stages (p 
value 0.000). Many studies have found association between proteinuria and CKD. 
Inaguma Daijo et al.
237
 in their recent study has found significant association between 
proteinuria and CKD and has identified proteinuria as a risk factor with CKD 
progressing to ESRD. KDIGO 2012
36
 guidelines recommend urinary ACR as a better 
marker of diagnosis and progression of CKD, mainly in diabetic and hypertensive 
people and urinary PCR comes in the next order of preference. In this study we have 
analysed urinary spot PCR. Tracy Ying et al.
238
 in a single centered prospective study 
of measuring proteinuria as the risk of progression of CKD has postulated that spot 
UPCR is equally good as the gold standard 24 hours proteinuria.
 
  In this study there were 94 patients with thyroid dysfunction. Among the 500 
study population, subclinical hypothyroidism was present among 10.2% of people, 
which was more than overt hypothyroidism (7. 6%).There were 5 (1%) hyperthyroid 
patients. There was no significant association between thyroid dysfunction and 
different stages of CKD in our study (p value0.202). In a large cross sectional study 
from a voluntary health examination program  Yi-Cheng Chang et al.,
239
 have 
documented a decrease in eGFR of 87.99, 83.46 and 72.22 ml/min/1.73 m
2
 for 
euthyroid, sub clinical and overt hypothyroidism patients respectively. Similarly, 
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Saroj Kathwada et al.
240
 had found that hypothyroidism is associated with CKD 
progression. Xiaolin Huang et al.
19
 in their prospective study had concluded that a 
high serum FT4 level is associated with increased risk of CKD and they have also 
found no association between T3 and TSH and incident CKD. In this study we had 
only 5 patients with hyperthyroidism and none of them had CKD(stage3a-5). Several 
studies have shown that there is increase in eGFR in hyperthyroidism. In 
hyperthyroidism an increase of 17-18% of eGFR has been noticed and this rise in 
GFR is due to increase in renal blood flow and activation of renin angiotensin 
aldosterone system.
118 
Hyperthyroidism causes CKD by increasing the renal blood 
flow leading to intra glomerular hypertension and increased filtration pressure. 
Associated proteinuria in hyperthyroidism also causes renal injury.
241
 
  In our study the relationship between dyslipidemia and different stages CKD 
was assessed, serum levels of total cholesterol, HDLc, TGLc and LDLc were 
analysed and their relationship with CKD was studied. Among the study population 
19.6% had hypercholesterolemia, 24.2% had high triglyceride level, 54.4% had low 
HDLc and 13.8% had high LDLc levels. There was significant association between 
CKD and high TGL levels (pvalue= 0.004) and low HDLc (p value=0.004). But there 
was no significant association between CKD and high levels of totalcholesterol (p 
value=0.563) and LDLc(pvalue=0.154 ).Saroj  Khatiwada et al
240
 in their cross 
sectional study, conducted among 360 CKD patients have stated that 
hypercholesterolemia, low HDLc, hypertriglyceridemia and undesirable LDL 
cholesterol were significantly associated with presence of cardiovascular disease in 
CKD. But did not find significant rise in dyslipidemia cases during CKD progression. 
Our study also did not show significant association for total cholesterol and LDLc and 
CKD. Zhongshang Yuan et al
102
 in a large scale multicentric cross-sectional study 
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(National community based program) has concluded that TG/HDL ratio was 
associated with renal dysfunction and also exhibited a significantly strong association 
between increase in serum creatinine and CKD in hypothyroidism and euthyroidism. 
  In this study, 38% the study subjects had normal BMI, 41.2% were overweight 
and 15.6% were obese. There were more participants in the overweight category. 
There was no significant association between obesity and CKD in our study (pvalue 
0.95). A study done by Zaman et al.,
242
has shown a negative association between BMI 
and CKD in a study done among Type 2 DM. Similarly, Narinder P Singh et al.
233
 has 
found an inverse association between BMI and renal impairment. The BMI assess 
both the central and peripheral fat, muscle mass and fluid. As it is the central obesity 
that determines the cardiovascular and the renal risk, BMI might not have accurately 
shown the association with CKD. A lot of studies have stated obesity as an important 
risk factor for CKD. Christiana Aryee et al.
144
 had stated that in their study higher 
anthropometric were recorded among hypertensive nephropathy patients.Andrzej 
Jaroszynski et al.
243
 had demonstrated that central obesity (waist circumference and 
waist hip ratio) showed higher discriminative ability for CKD than BMI. In this study 
we found a significant difference between the mean values of waist circumference 
between the CKD (stage1-2) and CKD (stage 3a-5) (p value=0.02). In early stages of 
obesity there will be increased GFR. The mechanism for early rise in GFR in obesity 
may be due to macula densa feedback mechanism, the visceral obesity causes 
compression of kidneys which may cause an increase in sodium reabsorption in loop 
of Henle hence less sodium in the macula densa and causes a tubulo glomerular 
feedback and increases renin secretion, increased blood flow and GFR. The 
glomerular hyper filtration then gradually subsides and there will be a gradual 
decrease in GFR.
153
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  The prevalence of Diabetes mellitus among our study population was 35.8%, 
and among the CKD patients 47.8% had diabetics. There was significant association 
between diabetes and CKD stages (p value 0.000). Diabetes is the second most 
common risk factor for CKD in our study. In a study done by Wu Bingcao et al.
244
 the 
prevalence of CKD in T2DM was 38.3%, which is similar to that of our study.The 
study by Justin Gatwood et al,
245
also had reported a prevalence of 40%, which is 
nearly similar to our study .In a retrospective hospital based study done in Assam, 
Manjuri Sharma et al,
246
have identified diabetes mellitus(44.2%) as a leading cause of 
CKD. Sajith Kumar Soman et al,
247
 have concluded in their study that CKD was 
highly prevalent among diabetics and the duration of diabetes, urinary protein levels 
and RBS value had a strong association with CKD in diabetes. 
  The prevalence of Hypertension was 43.4% and the prevalence of 
hypertension among CKD (stage 3a-5), patients was 61.1% and there was significant 
association between hypertension and different stages of CKD (p value=0.000). In our 
study hypertension was the most common risk factor for CKD. A lot of studies have 
stated hypertension as a common risk factor for CKD. The SEEK study done by 
Ajay.K.Singh et al.
2
showed a high prevalence of hypertension(65%) and identified 
hypertension as one of the most common risk factor for CKD. Kayori Hayashi et al
5
, 
in their study of metabolic factors associated with CKD have found that hypertension 
was associated with rapid decline in eGFR and hence need to be monitored for 
prevention of occurrence of CKD. Narinder.P.Singh et al
233
. in a population based 
study have found a CKD prevalence of 17.1% among hypertensives and have stated 
that hypertension plays an important role as risk factor in CKD development. 
  In our study population Cardiovascular disease(CVD) was found in 29 (5.8%) 
patients. Among the CKD (stage 3a-5) patients in our study 12.4% had CVD. There 
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was a significant association between CVD and different stages of CKD (p 
value=0.001). Several studies have shown association between CKD and CVD. Luis 
.M.Ruilope et al
248
 in their HOT study  has stated that patients who had renal 
insufficiency as identified by a baseline creatinine of >1.5 mg/dl or eGFR< 60 
ml/min/1.73 m
2
 had an increased risk of CVD. In the HOPE randomized trial 
Johannes.F.E.Mann et al,
249
 have concluded that in patients with pre-existing vascular 
disease or diabetes combined with cardiovascular risk, mild renal insufficiency 
significantly increased the risk of CVD. Bruce. F. Culleton et al.
250
 in a community 
based cohort have found that mild renal insufficiency is common in the community 
and those with mild renal insufficiency were associated with high prevalence of CVD. 
This may be because many traditional CVD risk factors like hypertension, 
hypertriglyceridemia low HDLc etc. are themselves risk factors for CKD. 
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SUMMARY 
 
  In this cross-sectional study among a heterogeneous adult population in a 
tertiary care centre, 500 adults of both sexes were evaluated for their renal status. The 
study showed a prevalence of Chronic Kidney Disease (stage 3a-5) (based on eGFR < 
60ml/min/1.73m
2
) to be 22.6% and the prevalence of CKD stage 2 was 55.2%. With 
increase in age there was a significant decrease in eGFR. In this study male sex had a 
higher prevalence of CKD (stage 3a-5), as the age increased. In this study 60.4% of 
the study subjects had normal proteinuria and 13% had overt proteinuria. There was 
significant association between proteinuria and different stages of CKD.  
  Sub clinical hypothyroidism was the prevalent (10.2%) thyroid dysfunction, 
among the study population. There was no significant association between thyroid 
dysfunction and different stages of CKD.On study of association between 
dyslipidemia and different stages of CKD, significant association was found between 
low HDLc and high TGL levels and different CKD stages, whereas increased levels 
of total cholesterol and high LDLc levels were not significantly associated with CKD. 
  Among the conventional risk factors like obesity, HT and DM, in the study of 
association of different BMI category and different stages of CKD, 41.2% of the 
study population were overweight. Obesity by BMI was not significantly associated 
with different CKD stages, but central obesity, by waist circumference, the mean 
values showed a significant difference between the different CKD stages (p value 
0.02). The prevalence of hypertension was high (43.4%) in the study population. 
Among the patients with CKD (stage 3a-5) 61.1% were hypertensives. The 
prevalence of diabetes mellitus among the study population was 35.8% and 47.8% of 
CKD (stage 3a-5) were diabetics. Hypertension was the most common risk factor for 
CKD in the study population. CKD was significantly associated with the common risk 
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factors like hypertension and diabetes. 
  On studying the association between CVD and different stages of CKD, 
12.4% of the CKD (stage 3a-5) had CVD. Cardiovascular disease was also 
significantly associated with different stages of CKD. 
  Based on the study done, it is suggested that estimated Glomerular Filtration 
Rate (eGFR) may be included in the laboratory reports of all patients with risk factors 
like Diabetes Mellitus, Hypertension and Obesity for early identification of renal 
dysfunction. Patients with Cardiovascular disease and dyslipidemia may be 
investigated for renal dysfunction. 
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CONCLUSION 
 
 The prevalence of Chronic Kidney Disease was high in the study population. 
 The prevalence of CKD was more among males than females in our study 
population. 
 Hypertension, Diabetes mellitus, Cardiovascular disease and Proteinuria were 
associated significantly with different stages of CKD. 
 Hypertension was the most common risk factor among CKD patients.  
 There was significant association between high triglyceride levels and low 
HDLc levels and different stages of CKD. 
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LIMITATION OF THE STUDY 
 
 As this was an observational study the progression pattern of CKD could not 
be assessed. 
 This study was conducted among hospital population which represents a 
diseased population rather than a representation of general population. 
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1 55 M 1.53 51 80 21.79 140 90 68 Y Y N N N N N N N N N Y N Y N N 68 110 5.9 26 1.1 186 220 40 143 37 0.99 7.77 3.3 0.16 75.2
2 75 F 1.5 60 96 26.67 120 80 84 N N Y N N N N N N N N Y N N N N 250 294 8.1 41 0.9 73 114 35 65 15 2.56 1.44 2.78 0.52 62.5
3 57 F 1.52 55 91 23.81 160 100 76 N N N N N N N N N N N Y N N N N 144 177 7.3 26 0.9 192 161 44 89 38 2.03 1.24 3.15 0.76 71
4 65 F 1.5 49 78 21.78 120 60 68 N N N N N N N N N Y N N N N N N 100 26 1 102 219 37 144 20 1.07 7.77 1.97 1.81 59.1
5 50 M 1.59 51 79 20.17 140 80 72 N Y Y N N N N N N N N Y N N Y N 196 348 8.8 33 1.2 286 219 40 130 57 2.75 5.56 3.4 0.1 70.1
6 35 M 1.6 70.5 92 27.54 120 70 76 N N N N N N N N N N N Y N N N N 81 112 16 1.2 124 184 33 121 25 1.79 1.46 3.94 0.01 76.8
7 68 F 1.49 53 87 23.87 140 70 78 N N Y Y N N N N N Y N N N N N N 157 225 6.8 19 0.9 129 87 24 46 26 0.15 2.06 3.78 0.11 65.7
8 64 M 1.6 56 86 21.88 100 60 80 y N Y N N N N N N N N Y N N Y N 52 85 220 8.2 57 2.3 96 113 22 73 19 0.71 1.46 2.47 3.79 28.9
9 35 M 1.84 88 98 25.99 120 80 82 N N N N N N N N N Y Y N N N Y N 86 142 28 1.7 81 140 33 82 16 3.5 1.22 3.97 0.09 51.1
10 56 M 1.71 66.8 93 22.84 130 90 88 N Y N N N N N N N N N Y Y N Y N 116 144 19 1.2 132 129 25 76 26 3.57 1.26 3.45 0.04 67.2
11 55 M 1.76 63.4 86 20.47 130 80 82 N N N N N N N N N N N Y N Y Y N 74 193 31 1.1 57 121 35 69 11 4.02 1.26 3.27 0.05 75.2
12 49 F 1.56 78.8 113 32.38 110 80 86 N N Y N N N N N N N N Y N N N N 109 194 27 1.09 152 176 42 101 30 0.89 1.18 2.98 0.04 59.6
13 52 M 1.63 75 100 28.23 120 80 78 N N N N N N N N N N N y N N N N 113 243 6.6 18 0.9 218 175 33 101 44 2.75 1.26 2.8 0.07 97.9
14 47 M 1.58 68 92 27.24 130 80 86 N N N N N N N N N Y Y N N Y Y N 113 45 2.7 128 143 39 77 26 5.02 3.81 2.26 4.5 26.9
15 43 M 1.62 61 84 23.24 120 70 84 Y N N N N N N N N N N Y N N N N 92 111 26 1.08 77 147 42 84 15 1.69 1.18 3.42 0.01 83.6
16 35 F 1.56 77.5 84 31.85 120 80 76 N N N N N N N N N N N Y N N N N 80 102 22 0.95 54 153 47 84 11 1.69 1.3 3.08 0.01 77.6
17 39 M 1.62 59.3 74 22.60 90 60 84 N N N N N N N N N N N Y N N N N 78 112 27 1.13 107 163 43 94 21 2.75 1.26 2.8 0.01 81.4
18 44 F 1.49 59.2 82 26.67 110 80 76 N N N N N N N N N N N Y N N N N 76 119 13 0.96 47 89 25 53 9 18.88 0.75 3.02 0.01 71.9
19 59 M 1.6 53 90 20.70 110 70 86 Y N N N N N N N N y N N Y N Y N 127 41 0.8 54 45 56 26 11 1.03 1.48 2.5 0.03 97.8
20 22 M 1.68 74 90 26.22 110 70 74 N N N N N N N N N N N Y N N N N 79 15 1.2 53 125 46 64 11 0.01 1.25 2.61 0.02 85.3
21 53 M 1.65 63 95 23.14 130 90 86 N Y N N Y N N N N N N y N Y N N 212 295 179 9.8 31 1.1 81 131 30 88 16 0.71 1.96 2.47 0.92 16.2
22 43 F 1.52 53 86 22.94 120 60 78 N N N N N N N N N N N Y N N N N 73 88 15 1.05 56 157 48 90 11 2.73 1.19 2.87 0.07 65
23 45 F 1.56 51 86 20.96 110 70 68 N N N N N N N N N N N Y N N N N 120 80 33 1.2 115 175 40 108 23 5.77 1.08 3.24 0.18 54.5
24 60 F 1.64 77 110 28.63 120 80 76 N Y Y N N N N N N N N Y N N N N 125 184 18 1.2 86 184 38 119 17 2.36 1.3 2.71 0.08 59.7
25 50 M 1.72 77 98 26.03 120 70 82 N N N N N N N N N N N Y N Y Y N 101 79 18 1.26 495 201 39 101 99 1.21 1.24 3.36 0.06 66.1
26 60 M 1.69 77 97 26.96 130 80 84 N Y N N N N N N N N N Y N N N N 80 135 26 1.3 147 198 46 118 29 4.1 1.04 2.65 0.09 59.3
27 65 M 1.64 61 70 22.68 130 60 84 N N N N N N N N N Y Y N N N N N 99 121 16 1.29 80 161 36 102 16 4.17 1.27 3.13 0.02 57.8
28 52 M 1.65 70 86 25.71 140 90 66 N N Y N N N N N N N N Y N Y Y N 170 9.3 16 0.9 156 191 49 106 31 1.46 1.17 2.02 0.65 97.9
29 60 F 1.52 58 106 25.10 130 80 72 N Y Y N N N N N N N N Y N N N N 84 254 6.5 18 0.8 114 82 20 44 23 2.58 1.24 2.3 1.1 80.1
30 60 M 1.57 74 113 30.02 140 70 70 N Y N N N N N N N N N Y N N N N 75 96 42 1.5 89 117 28 74 18 3.3 0.96 4.46 0.6 49.9
31 33 F 1.54 55 84 23.19 110 70 76 N N N N N N N N N Y N N N N N N 98 20 0.4 80 158 42 103 14 2.53 1.22 3.23 1.04 136.9
32 40 F 1.48 51 88 23.28 120 80 80 N N N N N N N N N N N Y N N N N 146 15 1 49 111 31 64 16 4.79 1.42 2.89 0.1 70.4
33 75 M 1.7 54 83 18.69 130 80 76 N N Y N N N N N N N N Y N N N N 124 175 232 7.6 22 1.4 150 192 43 116 30 3.75 1.31 2.05 1.73 48.8
34 48 M 1.73 68 93 22.72 120 70 74 N N Y N N N N N N N N Y N Y Y N 235 425 7.6 22 1.2 162 224 36 78 27 1.86 1.25 2.32 0.08 71.1
35 40 M 1.61 50 73 19.29 120 80 78 N N N N N N N N N Y N N N N N N 85 32 1.5 165 184 38 105 33 2.89 1.17 2.58 0.8 57.4
36 52 M 1.72 51 78 17.24 120 70 86 N N N N N N N N N N N Y N Y Y n 95 21 1.2 78 155 42 94 16 2.9 1.45 3.16 1.12 69.1
37 39 M 1.53 66 90 28.19 110 70 82 N N Y N N Y N N N Y Y N N Y Y N 331 420 9.2 29 1.4 128 97 32 50 26 0.04 1.86 3.66 0.09 62.8
38 51 M 1.69 75 76 26.26 110 80 84 N N N N N N Y N N N N Y N N N Y 97 214 6.2 23 1.5 436 195 31 100 87 1.41 1.15 3.43 0.05 50.9
39 53 F 1.5 79.7 85 35.42 140 80 84 N N N N N N N N N N N Y N N N N 88 109 24 1.1 94 147 28 93 19 1.28 1.08 3.06 0.1 57.3
40 52 M 1.71 67 80 22.91 100 70 88 N N Y N N N N N N Y N N N N Y N 170 314 8.2 26 1.43 88 127 33 75 18 2.57 1.25 3.05 0.09 55.9
41 58 M 1.63 65 80 24.46 130 80 84 N N N N N N N Y N Y N N N N N N 91 142 19 1.4 88 147 29 94 18 1.11 1.02 2.36 0.43 55
42 52 M 1.72 68 76 22.99 130 80 68 N N N N N N N N N N N Y N N N N 90 116 28 1.13 72 196 45 122 14 1.08 1.18 3.37 0.06 74.3
43 50 F 1.45 56 103 26.63 110 70 76 N N Y N N N N N N N N Y N N N N 324 414 8.6 17 0.92 113 185 39 120 23 2.39 1.29 3.19 0.93 72.6
44 52 M 1.54 78 107 32.89 110 70 88 N N N N N N N N N N N Y N N N N 101 153 21 1.38 95 139 38 79 19 4.09 1.25 3.34 0.07 58.4
45 31 F 1.44 62 62 29.90 120 80 78 N Y N N N N N N N N N Y N N N N 98 20 1 113 205 41 122 23 47.04 0.71 2.34 0.09 75
46 24 M 1.63 44 63 16.56 110 80 86 N N N N N N N N N N N Y N N N N 112 2.83 15 1.1 116 128 21 81 23 1.04 1.69 2.22 0.12 93.5
47 20 M 1.495 41.5 73 18.57 130 80 80 N N N N N N N N N N N Y N N N N 74 16 1 69 171 37 93 14 2.33 1.86 3.66 0.12 107.9
48 26 F 1.46 65 102 30.49 110 70 74 N N N N N N N N N N N Y N N N N 76 18 0.92 68 182 42 108 42 4.78 1.1 2.74 0.09 85.9
49 32 F 1.5 57 83 25.33 110 80 78 N N N Y N N N N N N N Y N N N N 86 24 0.9 84 118 37 64 17 47.64 0.71 2.34 0.05 84.6
50 56 F 1.44 49 94 23.63 180 110 80 N Y N N N N N N N N N Y N N N N 84 16 1 85 181 43 101 17 1.58 1.48 2.88 0.23 62.9
51 46 M 1.56 59 88 24.24 110 70 84 N N N N N N N N N N N Y N N N N 107 133 28 1.16 103 188 41 114 21 2.67 1.09 2.64 0.14 75.1
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52 29 F 1.5 68.6 92 30.49 110 80 84 N N N N N N N N N Y N N N N N N 98 113 18 0.88 43 121 38 72 9 1 1.55 2.89 0.08 90
53 26 F 1.57 92.5 124 37.53 110 80 86 N N N N N N N N N N N Y N N N N 86 124 19 0.78 102 133 35 79 20 9.41 1.07 3.21 0.08 104.9
54 61 M 1.56 63 93 25.89 170 80 84 N Y N N N N N Y N N N Y N N N N 88 140 37 1.3 97 138 44 75 19 2.12 1.31 3.06 0.06 58.9
55 61 M 1.66 62 91 22.50 120 80 84 N N N N N N N N N N N Y N N N N 93 109 25 1.18 77 169 40 104 15 1.69 1.4 3.23 0.14 66.2
56 60 M 1.61 54.6 78 21.06 140 100 84 N Y N N N N N N N N N Y N N Y N 99 131 34 2.04 98 138 42 79 20 0.9 1.75 3.28 0.3 34.4
57 41 M 1.65 73.7 90 27.07 130 90 84 N N N N N N N N N N N Y N N Y N 95 85 25 1.4 98 167 50 92 20 2.36 1.25 2.89 0.04 62
58 27 M 1.66 49.3 67 17.89 110 80 78 N N N N N N N N N N N Y N Y Y N 95 132 17 1.09 49 161 60 84 10 1.46 1.33 3.41 0.07 92.5
59 62 M 1.68 65 88 23.03 110 60 84 N N N N N N N N N N N Y N N N N 94 143 30 1.2 65 160 39 97 13 0.6 1.18 2.57 0.08 64.4
60 57 F 1.61 71.5 90 27.58 100 80 76 N N Y N N N N N N N N Y N N N N 115 239 7.2 20 0.9 122 197 45 113 24 2.48 1.13 3.13 0.12 71
61 49 F 1.61 61.5 100 23.73 120 80 84 N N Y N N N N N N N N Y N N N N 359 439 8.8 16 0.96 65 141 44 75 32 2.61 1.28 4.29 0.09 69.4
62 69 M 1.72 74 96 25.01 130 80 76 N N N N N N N N N N N Y N N N N 97 154 33 1.2 134 159 29 96 27 2.33 1.07 4.29 0.01 61.3
63 62 F 1.45 61.8 92 29.39 140 90 80 N Y N N N N N N N N N Y N N N N 83 124 19 0.8 151 189 35 115 30 3.36 1.37 3.27 0.12 79
64 28 M 1.66 78.7 95 28.56 110 70 84 N N N N N N N N N N N Y N Y N N 92 115 15 1.2 100 193 64 100 20 2.42 1.47 3.95 0.09 81.8
65 37 M 1.72 80.6 80 27.24 110 80 84 N N Y N N N N N N N N Y N N N N 392 588 10.1 39 1.5 306 237 42 137 61 1.49 1.39 2.81 0.1 58.6
66 61 M 1.72 80.6 96 27.24 110 80 84 N Y N N N N N N N N N Y N Y N N 87 102 25 1.4 90 170 32 103 18 5.86 1.22 3.2 0.01 53.8
67 75 F 1.58 58 100 23.23 190 100 80 N N Y Y Y N Y N N N N Y N N N Y 153 249 7.7 20 1 240 205 33 116 48 2.52 1.32 1.42 0.57 62.1
68 22 F 1.54 57 85 24.03 110 80 90 N N N N N N N N N N N Y N N N N 90 16 0.9 98 181 46 76 20 1.33 1.54 3.78 0.09 90.8
69 43 F 1.48 49 84 22.37 110 70 72 N N N N N N N N N N N Y N N N N 95 25 0.9 81 198 41 121 16 3.17 0.98 3.77 0.08 78.3
70 20 F 1.42 31 60 15.37 100 70 68 N N N N N N N N N N N Y N N N N 101 25 0.9 79 115 31 63 16 3 1.27 3.58 0.12 92
71 70 F 1.51 49 86 21.49 110 70 72 N Y Y N N N N N N N N Y N N N N 139 305 >500 12.8 30 1.6 87 115 37 61 17 3.9 1.03 2.31 0.003 32.3
72 70 M 1.72 80 98 27.04 120 80 84 N Y N Y N N N N N N N Y N N N N 103 138 20 1.3 217 214 36 128 43 4.51 1.27 2.69 0.08 55.3
73 40 F 1.55 80 109 33.30 130 90 86 N N N Y N N N N N N N Y N N N N 88 142 15 0.9 114 157 43 85 23 4.32 1.17 2.91 0.07 80
74 52 M 1.57 66 98 26.78 130 70 86 N Y Y N N N N Y N N N Y N N Y N 98 172 6.9 15 1 105 109 29 57 21 6.55 1.59 2.03 0.26 86.2
75 40 M 1.69 57.2 78 20.03 110 80 86 N N N N N N N N N N N Y N N N N 84 129 16 1.1 186 210 49 121 37 0.82 1.31 2.81 0.14 83.5
76 55 M 1.65 119 134 43.71 150 80 80 N N N Y N N N N N N N Y N N N N 211 271 8.1 27 1.9 120 239 54 144 24 1.36 1.53 1.69 0.3 29.2
77 65 F 1.43 41 80 20.05 130 100 86 N Y Y N N N N N N N N Y N N N N 79 22 1 73 154 55 81 15 1.34 1.58 2.14 0.17 59.1
78 55 M 1.68 86 96 30.47 110 80 74 N N Y N Y N N N N N N Y N Y Y N 161 215 6.7 22 1.1 180 189 29 116 36 6.79 1.23 3.04 0.08 75.2
79 45 F 1.53 51 94 21.79 120 70 80 N N N N N N N N N Y Y N N N N N 77 16 1 116 209 55 118 23 2.9 1 3.71 0.07 68
80 58 M 1.66 84 111 30.48 140 90 84 N N N N N N N N N Y N N N Y Y N 115 95 15 1.04 86 177 46 99 17 2.48 1.27 2.17 0.08 78.8
81 37 F 1.65 78 102 28.65 120 80 84 N N N N N N N N N N N Y N N N N 109 128 16 0.98 72 139 40 78 14 2.34 1.04 2.62 0.04 73.7
82 36 M 1.725 57.8 81 19.42 100 60 80 N N N N N N N N N Y N N N N N N 90 116 16 1 60 141 33 87 12 1.22 1.21 3.14 0.1 96.4
83 25 M 1.65 70 78 25.71 130 80 76 N N N N N N N N N N N Y N N N Y 89 99 16 1.22 116 181 43 109 23 3.51 1.19 2.13 0.05 81.9
84 55 F 1.47 47 82 21.75 100 60 78 N N N Y N N N N N N N Y N N N N 90 129 30 1.2 253 201 43 110 51 100 0.13 0.29 0.07 50.8
85 33 F 1.63 48 76 18.07 100 80 78 N N Y N N N N N N N N Y N N N N 91 119 18 0.87 73 162 46 91 15 1.8 1.2 2.9 0.06 87.5
86 40 F 1.55 72 106 29.97 120 80 76 N N N N N N N N N N N y N N N Y 82 106 18 1.01 85 158 39 92 17 12.87 0.8 2.85 0.12 69.1
87 35 F 1.5 52.5 85 23.33 110 80 80 N N N N N N N N N N N y N N N N 91 85 19 0.97 106 173 43 105 21 3.48 1.16 3.23 0.1 75.7
88 38 F 1.48 50 86 22.83 110 70 80 N N N N N N N N N N N Y N N N N 116 15 0.97 106 173 43 105 21 1.91 1.61 3.25 0.07 74.1
89 50 F 1.55 78 78 32.47 130 90 78 N Y N N N N N N N N N Y N N N N 86 127 21 1 88 172 38 108 18 2.93 1.07 3.39 0.1 65.6
90 48 F 1.44 48 101 23.15 110 80 66 N Y N N N N N N N N N Y N N N N 132 170 8.8 18 1.2 137 260 53 162 27 0.8 1.51 2.24 0.13 53.4
91 53 F 1.55 68 86 28.30 130 90 80 N Y N N N N N N N N N Y N N N N 93 153 25 1.14 206 204 40 118 41 3.61 1.42 2.95 0.18 54.9
92 48 F 1.53 65 94 27.77 120 80 76 N N Y N N N N N N N N Y N N N N 162 172 8.2 15 0.9 131 174 47 100 26 1.96 1.36 2.61 0.04 75.6
93 54 M 1.65 93 113 34.16 160 100 84 N N N N N N N N N N N Y N N Y N 91 113 19 1.23 101 175 43 103 20 1.87 1.05 2.97 0.06 66.1
94 45 F 1.55 63 93 26.22 130 80 96 N N N N N N N N N N N Y N N N N 124 152 6.48 16 0.96 135 165 27 105 27 5.6 1.36 3.26 0.1 71.4
95 27 M 1.75 72.5 75 23.67 110 80 82 N N N N N N N N N N N Y N Y Y N 93 105 18 1.13 233 212 38 124 47 1.22 1.21 3.14 0.06 88.6
96 20 F 1.5 56 86 24.89 90 60 82 N N N N N N N N N N N Y N N N N 74 15 0.89 46 105 34 61 9 2.75 1.09 3.42 0.25 93.3
97 40 M 1.6 68 94 26.56 130 80 76 N N N N N N N N N N N Y N N Y N 91 124 4.95 22 1.01 92 148 39 87 18 3.3 1.07 3.71 0.16 92.6
98 63 M 1.6 65 101 25.39 130 80 86 N Y Y N N N N N N Y N N N N N N 101 169 5.71 39 1.09 273 123 22 63 55 2.03 1.09 2.81 0.1 54
99 41 M 1.6 54 80 21.09 180 80 66 N N N N N N N N N N N Y N N Y N 117 129 15 1.17 126 101 36 54 25 3.57 0.99 3.74 0.19 77
100 59 F 1.6 66 87 25.78 140 80 86 N Y Y Y N N N N N N N Y N N N N 116 156 7.1 15 1.06 244 253 47 151 49 2.62 1.31 2.62 0.1 57.4
101 47 F 1.53 74 105 31.61 120 80 66 N N N Y N N N N N N N Y N N N N 96 22 0.1 88 190 58 108 18 4.68 1.33 2.81 0.06 195.7
102 45 M 1.7 68 83 23.53 120 80 86 N N N N N N N N N Y N N N N Y N 95 77 21 1.23 67 172 51 100 13 1.26 1.35 2.97 0.07 70.5
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103 32 F 1.58 32 64 12.82 90 60 82 N N N N N N N N N Y N N N N Y N 119 16 0.7 94 61 17 32 19 1.06 0.98 2 0.53 114.6
104 39 M 1.79 70 89 21.85 120 80 76 N N Y N N N N N N N N Y N Y Y N 250 366 460 8.6 15 1.2 267 177 35 106 53 1.58 1.38 3.09 0.08 75.7
105 60 M 1.62 68 90 25.91 150 90 82 N Y Y N N N N N N N N Y N N Y N 134 198 8.6 23 1.3 69 160 34 99 14 1.9 1.4 2.2 0.11 59.3
106 43 M 1.64 76 94 28.26 110 80 84 N N Y N N N N N N N N Y N N Y N 94 89 20 1.24 106 117 25 74 21 0.83 1.49 2.88 0.1 70.8
107 65 M 1.68 62.3 94 22.07 130 80 72 N N N N N N N N N Y N N N Y Y N 96 181 6.8 68 2.4 82 137 41 78 16 3.31 1.27 2.77 0.1 27.3
108 37 M 1.75 75 91 24.49 120 80 76 N N N N N N N N N N N Y N Y N N 97 140 29 1.29 161 214 46 135 32 5.26 1.09 3.42 0.07 70.4
109 69 F 1.53 68 115 29.05 150 80 68 N Y Y N Y N N N N N N y N N N N 181 270 8.5 18 1.04 157 211 37 138 31 2.64 1.14 2.58 0.12 54.8
110 20 F 1.5 65 100 28.89 100 80 68 N N N N N N N N N N N y N N n N 84 14 0.98 130 129 28 80 26 1.4 1.12 2.77 0.09 83
111 65 F 1.47 30 75 13.88 110 80 76 N N N N N N N N N Y N N N N N N 252 6.5 15 0.97 82 114 36 62 16 2.64 1.29 2.56 0.26 61.3
112 55 F 1.42 58 88 28.76 110 80 88 N Y Y N N N N N N Y N N N N N N 149 8.5 31 1.7 172 121 24 73 34 9.55 1.52 3.06 0.15 33.4
113 70 F 1.37 38 89 20.25 160 80 74 N Y N N N N N N N N N Y N N N N 112 6.6 17 0.9 64 74 39 33 13 2.61 0.92 3.48 0.39 64.8
114 47 F 1.51 55 95 24.12 130 80 70 N N N N N N N N N N N Y N N N N 87 20 0.9 174 198 55 114 35 2.24 1.16 3.06 0.07 76.1
115 36 F 1.44 40 88 19.29 120 60 88 N N N N N N N N N N N Y N N N N 103 15 1 65 125 38 74 13 1.28 1.23 2.8 0.19 72.4
116 49 F 1.45 39 76 18.55 90 60 80 N N N N N N N N N N N Y N N N N 168 5.9 21 0.9 80 193 44 123 16 4.16 1.14 2.43 0.14 75.1
117 30 M 1.68 60 78 21.26 110 80 78 N N N N N N N N N N N Y N N N N 90 100 17 1.34 47 126 36 77 9 2.05 1.48 3.37 0.09 70.6
118 40 F 1.58 40 76 16.02 110 80 76 N N N N N N N N N N N Y N N N N 77 101 18 1.17 70 149 33 94 14 3.06 1.02 3.06 0.05 58.2
119 50 M 1.64 70 88 26.03 120 80 84 N N Y N N N N N N N N Y N N Y N 125 341 8.5 18 1.3 238 177 47 97 48 1.54 1.49 3.6 0.05 63.6
120 37 F 1.55 40 70 16.65 120 70 78 N N N N N N N N N N N Y N N N N 83 137 15 1.01 139 148 30 90 28 5.07 1.16 3.02 0.15 71.1
121 23 F 1.45 55 92 26.16 90 60 78 N N N N N N N N N N N Y N N N N 98 23 0.8 46 140 49 78 9 4.4 1.32 3.17 0.03 103.9
122 50 M 1.66 74 86 26.85 120 80 64 N N Y N Y N N N N N N Y N N Y N 102 211 8.5 42 2.85 118 137 30 81 24 3.04 1.07 1.25 0.35 24.6
123 43 M 1.7 65 85 22.49 110 80 86 N N Y N N N N N N N N Y N Y N N 180 375 8.69 21 0.9 114 228 52 139 23 2.05 1.02 1.53 0.09 104.2
124 57 F 1.5 65 98 28.89 120 80 84 N N N N N N N N N N N Y N N N N 101 88 17 0.83 268 224 47 128 54 2.93 0.77 5.09 0.16 78.3
125 62 M 1.54 58 76 24.46 150 90 88 N N Y N N N N N N N N Y N N N N 163 202 9.11 36 1.67 127 168 40 101 25 2.52 1.12 1.78 3.47 43.2
126 26 F 1.51 46 87 20.17 100 70 80 N N N N N N N N N N N Y N N N N 102 15 0.7 54 135 45 79 11 3.18 1.02 2.92 0.32 119.6
127 50 F 1.55 64 114 26.64 140 80 82 N Y N N N N N N N N N Y N N N N 104 5.4 26 2.2 167 250 59 144 33 12.34 1.47 2.48 0.19 25.3
128 35 F 1.53 52 92 22.21 110 80 70 Y N N N N N N N N N N Y N N N N 151 4.9 16 0.6 134 339 67 200 27 16.75 1.04 2.13 6.9 118.1
129 68 M 1.72 76 104 25.69 120 80 76 N N N N N N N N N N N Y N N N N 136 6.63 25 1.33 123 211 33 137 25 6.63 0.88 3.2 0.11 54.5
130 40 F 1.52 60 102 25.97 120 70 72 N N N N N N N N N N N Y N N N N 99 6.75 29 1.1 83 190 41 122 17 3.39 1.07 3.05 0.12 62.8
131 58 F 1.6 70 106 27.34 110 70 68 N N N N N N N N N N N Y N N N N 78 6.08 20 0.9 295 202 41 114 59 7.91 1.04 2.33 0.08 70.5
132 34 M 1.7 76 102 26.30 130 80 76 N N N N N N N N N N N Y N N N N 90 113 15 1.31 156 133 37 95 31 17.63 1.25 3.15 0.05 70.4
133 42 M 1.6 64 88 25.00 130 80 82 N N N N N N N N N N N Y N N N N 90 106 22 0.99 197 156 27 95 39 2.51 1.25 1.07 0.05 93.6
134 52 M 1.72 76 95 25.69 120 80 88 N N N N N N N N N N N Y N N N N 92 45 1.68 77 185 37 114 15 0.33 1.19 2.86 0.14 46
135 60 M 1.58 56 74 22.43 120 80 80 N Y N N N N N N N N N Y N N y N 97 45 2.7 272 215 44 109 54 1.52 1.49 3.02 0.15 24.5
136 50 M 1.6 70 92 27.34 120 80 76 N N Y N N N N N N Y N N N N N N 230 364 7.3 15 0.9 110 142 34 85 22 2.97 0.93 2.91 0.14 99.2
137 63 M 1.62 83 107 31.63 140 90 72 N N Y N N N N N N N N Y N N y N 104 170 7.25 36 1 71 126 38 71 14 4.25 1.3 2.27 0.03 79.7
138 46 M 1.65 65 96 23.88 110 80 78 N N Y N N N N N N Y N N N N Y N 193 289 7.9 22 1.01 146 148 31 87 29 2.23 0.98 3.36 0.26 88.8
139 42 M 1.6 67 86 26.17 110 80 88 N N Y N N N N N N N N Y N N Y N 108 202 8.2 41 2.44 110 149 40 86 22 1.53 1.55 2.95 1.77 31.4
140 43 M 1.45 54 90 25.68 110 70 76 N N N Y N N N N N N N Y N N N N 103 114 15 0.84 111 122 24 72 22 6.91 0.83 2.75 0.11 85.1
141 56 M 1.52 60 93 25.97 110 60 88 N Y Y N N N N N N N N y N N N N 186 10.6 28 1.21 177 198 32 98 25 4.34 1.02 2.62 0.16 66.5
142 52 F 1.63 99.6 120 37.49 130 90 86 N Y Y N N N N N N N N Y N N N N 166 8.2 15 1 196 250 38 101 42 4.67 1.24 2.9 0.23 64.7
143 39 F 1.56 63 99 25.89 100 70 99 N N N N N N N N N N N Y N N N N 108 15 0.8 135 94 13 58 27 3.12 1.11 2.43 0.19 92.9
144 50 F 1.68 74 112 26.22 140 100 78 N N N N N N N N N Y N N N N N N 90 99 129 15 0.9 71 185 39 117 14 2.59 1.32 1.49 0.13 74.6
145 46 M 1.68 76 88 26.93 120 80 76 N N Y N N N N N N N N Y N N N N 135 159 7.6 29 1 132 150 49 77 26 2.43 1.1 3.4 0.11 89.9
146 49 M 1.65 68 98 24.98 140 70 82 N N N N N N N N N N N Y N N Y N 99 123 30 1.17 55 126 33 78 11 2.43 1.1 3.4 0.08 72.8
147 47 M 1.58 72 103 28.84 130 80 76 N N N N N N N N N N N Y N Y Y N 135 71 29 1.16 132 150 49 77 26 1.12 0.86 3.08 0.32 74.6
148 47 F 1.5 46 65 20.44 120 90 86 N N N N N N N N N N N Y N N N N 103 161 24 1.04 115 120 32 78 18 4.02 1.44 2.7 0.08 63.9
149 38 M 1.67 60 84 21.51 120 80 76 Y N N N N N N Y N N N Y N N Y N 104 15 1.08 462 158 34 87 92 1.49 1.09 2.91 0.07 86.6
150 30 F 1.6 62 82 24.22 110 70 68 N N N N N N N N N N N Y N N N N 145 200 7.18 23 1.17 155 217 42 135 31 2.37 0.98 3.02 0.07 62.5
151 42 M 1.65 76 98 27.92 110 70 72 N Y N N N N N N N Y Y N N N Y N 108 102 22 1.38 107 144 34 89 21 1.77 1.35 3.53 0.09 62.9
152 50 F 1.6 80 108 31.25 140 90 82 N N N N N N N N N N N y N N N N 168 192 6.5 32 1 143 170 43 95 43 29 1.08 1.79 0.19 65.6
153 45 M 1.65 68 98 24.98 160 110 88 N N Y N N N N N Y N N Y N Y N N 168 308 8.8 40 1.9 97 170 32 107 19 3.5 1.21 1.07 0.38 41.6
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154 40 M 1.64 88 108 32.72 150 80 86 N N N N N N N N N N N Y N N N N 98 27 1.1 175 128 29 66 35 3.47 1.49 3.77 0.07 83.5
155 50 M 1.46 75 102 35.18 120 80 88 N Y Y Y N N N N N N N Y N N N N 130 170 311 11.5 69 1.6 189 141 24 85 38 150 0.3 10 0.53 49.5
156 26 M 1.66 76 94 27.58 120 80 90 N N N N N N N N N N N Y Y N Y N 116 31 1.3 121 178 32 89 24 1.71 1.5 2.53 0.12 75.3
157 32 r 1.69 54 82 18.91 100 60 80 N N N N N N N N N N N Y N N N N 94 130 19 1 135 185 40 88 25 1.95 1.78 3.36 0.09 99.1
158 71 F 1.58 62 99 24.84 130 80 82 N N N N N N N N N N N Y N N N N 96 132 27 1.05 182 171 29 109 36 2.41 1.09 3.12 0.05 53.4
159 39 M 1.7 78 106 26.99 120 70 78 N N N N N N N N N Y N N N N N N 106 111 29 1.34 98 171 35 112 20 2.75 1.02 1.32 0.13 66.3
160 38 F 1.48 51 96 23.28 110 80 78 N N N N N N N N N N N Y N N N N 84 125 5.9 15 0.94 107 202 45 113 21 2.25 1.1 3.4 0.07 77
161 33 F 1.54 66 86 27.83 130 80 78 N N N N N N N N N N N Y N N N N 129 17 0.79 72 140 34 87 14 0.66 1.2 2.93 0.08 98.4
162 55 F 1.54 72 108 30.36 140 90 78 N Y N N N N N N N N N Y N N N N 134 6.8 26 0.95 67 129 36 75 13 1.52 1.19 3.11 0.1 67.4
163 45 F 1.54 68 98 28.67 100 60 80 N N N N N N N N N N N Y N N N N 146 23 0.82 44 148 44 85 9 1.82 1.24 3.31 0.09 86.4
164 65 M 1.72 62 106 20.96 130 80 68 N N Y N N N N N N N N Y N N N N 98 4.5 27 1.2 95 152 47 86 19 1.52 1.29 3.28 0.09 63.1
165 48 M 1.55 56 86 23.31 120 80 88 N N Y N N N N N N N N Y N Y Y N 101 8.75 22 1.14 175 191 58 93 35 10.62 1.13 3.17 0.13 75.6
166 55 F 1.62 60 86 22.86 100 60 88 N N Y N N N N N N N N Y N N N N 220 232 484 9.61 85 2.7 196 159 28 99 39 1.25 1.17 1.21 10.69 19.1
167 55 F 1.59 58 115 22.94 130 70 78 N N Y N N N N N N N N Y N N N N 359 382 9.2 15 0.8 108 129 35 74 22 3.27 1.38 1.5 1.3 83
168 21 F 1.55 59 92 24.56 130 70 88 Y N N N N N N N N N N Y N N N N 88 115 15 84 94 16 63 17 1.94 0.67 2.67 4 3
169 31 F 1.75 75 96 24.49 120 80 80 Y N N N N N N N N N N Y N N N N 71 91 26 0.95 95 188 43 113 19 1.37 1.11 2.97 0.89 79.8
170 45 M 1.65 62 98 22.77 120 80 68 N N N N N N N N N N N Y N N Y N 163 302 7.2 27 1.18 104 187 42 123 21 3.58 1.33 3.69 0.09 74.1
171 25 M 1.65 68 82 24.98 120 70 66 N N N N N N N N N N N Y N N N N 63 128 26 1.28 128 121 29 68 26 4.74 1.43 3.89 0.27 77.3
172 22 F 1.52 48 70 20.78 110 70 76 N N N N N N N N N N N Y N N N N 61 16 0.79 73 150 55 78 15 2.47 1.02 3.13 0.16 106.3
173 58 M 1.58 65 76 26.04 130 90 78 N Y Y N N N N N N N N Y N N N N 87 160 41 2.27 303 181 30 110 61 1.33 1.02 4.03 0.67 30.7
174 55 F 1.45 55 97 26.16 110 80 76 N N N Y N N N N N N N Y N N N N 87 135 19 1.01 126 190 40 76 22 2.35 1.27 2.43 0.14 65.8
175 55 F 152 62 84 0.00 110 82 78 N N N N N N N N N N N Y N N N N 176 133 7.5 16 0.89 142 210 49 124 28 2.45 1.22 3.14 0.19 73
176 29 F 1.5 54 84 24.00 120 70 68 N N N N N N N N N N N Y N N N N 75 16 1 70 197 47 122 14 2.22 0.95 2.83 0.05 76.1
177 40 F 1.48 60 86 27.39 120 80 76 N N N N N N N N N N N Y N N N N 72 108 22 0.89 94 199 47 127 19 2.81 1.09 2.05 0.07 81.1
178 57 M 1.62 83 114 31.63 140 90 82 N N N N N N N N N Y Y N N N N Y 102 18 1.08 225 144 28 82 45 3.32 1.11 3.47 0.09 75.8
179 51 F 1.54 86 114 36.26 130 80 80 N N N N N N N N N N N Y N N N N 64 19 1.02 90 133 37 84 18 2.92 1.05 2.83 0.14 63.6
180 37 F 1.58 96 121 38.46 130 90 76 N N N N N N N N N N N Y N N N N 164 162 6.8 20 0.93 77 175 39 110 15 0.78 1.25 2.65 0.09 78.5
181 44 M 1.7 91.5 106 31.66 120 90 84 N N N N N N N N N N N Y N Y N N 91 109 24 1.56 169 196 39 121 34 2.25 1.05 3.7 0.05 53.2
182 64 M 1.56 75 111 30.82 150 100 86 N N Y N N N N N N Y N N N N N N 91 148 18 1.17 128 215 46 130 26 4.24 1.1 3.17 0.09 65.5
183 43 M 1.65 68 102 24.98 170 100 84 N Y Y N N N N N N N N Y N N Y N 74 127 21 1.24 114 148 29 95 23 2.29 1.58 3.59 0.14 70.8
184 49 M 1.62 76 108 28.96 110 70 78 N N Y N N N N N N N N Y N N N N 218 350 8.5 19 0.93 163 236 55 140 33 0.84 1.17 3.39 1.36 96.1
185 28 F 1.56 62 96 25.48 110 70 68 N N N N N N N N N N N Y N N N N 84 22 0.87 78 174 38 108 16 1.2 1.11 2.91 0.08 90.7
186 48 F 1.62 78.5 100 29.91 110 60 76 N N  N N N N N N N N N Y N N N N 79 16 0.85 40 157 45 99 8 0.76 1.21 2.9 0.07 81
187 49 M 1.69 80.8 106 28.29 100 60 82 N N N N N N N N N Y Y N N Y Y N 146 42 2.05 293 113 25 59 59 2.59 1 3.99 0.23 36.9
188 72 F 1.4 55 102 28.06 150 80 72 N Y N N N N N N N Y N N N N N N 120 21 1.2 82 183 44 111 16 2.87 1.17 2.7 0.26 45.1
189 55 F 1.48 40 86 18.26 180 90 68 N Y N N N N N N N N N Y N N N N 151 8.5 49 1.3 187 186 42 113 37 2.29 1.23 2.74 0.09 46.1
190 60 F 1.55 50 90 20.81 140 70 66 N Y N N N N N N N N N Y N N N N 79 6.06 27 0.92 75 154 50 89 15 0.62 1.03 2.83 0.29 67.7
191 50 F 1.48 56 91 25.57 110 70 82 N N N N N N N N N N N Y N N N N 84 109 4.8 21 0.9 62 172 54 96 12 2.54 1.37 3.11 0.09 74.6
192 20 F 1.61 40 73 15.43 120 70 80 N N N N N N N N N N N Y N N N N 112 31 0.8 108 162 48 82 21 0.28 1.92 3.09 0.19 106.1
193 39 F 1.68 60 90 21.26 120 80 76 N N N N N N N N N N N Y N N N N 112 15 1 181 151 29 88 36 2.47 1.09 2.66 0.21 70.6
194 64 M 1.66 56 90 20.32 90 60 70 N N N N Y N Y N N Y Y N N Y N N 72 155 28 1.24 77 101 29 62 15 1.96 1.28 3 0.97 61.1
195 59 F 1.46 44.2 90 20.74 110 70 68 N N N N N N N N N N N Y N N N N 91 154 22 0.87 112 151 42 93 22 2.54 1.14 3.44 0.19 72.9
196 69 F 1.62 78 106 29.72 100 70 86 Y Y Y N N N N N N N N Y N N N N 148 8.5 104 2.4 142 101 36 60 28 1.72 1.52 1.78 1.3 19.9
197 53 M 1.7 70.5 96 24.39 110 70 82 N Y Y N N N N N N N N Y N N N N 77 221 7.2 19 1.1 265 206 38 119 53 4.43 1.37 2.74 0.11 76.2
198 52 M 1.61 60 88 23.15 110 80 76 N N N N N N N N N N N Y N Y N N 74 93 18 1.04 51 105 32 60 10 3.94 1.13 3.24 0.1 82.2
199 68 M 1.67 67 97 24.02 140 90 78 N N Y N N N N N N N N Y Y N N N 162 193 7.2 23 1.08 242 161 33 94 48 1.83 1.51 2.79 0.12 70.2
200 55 M 1.7 90 110 31.14 170 100 84 N Y Y N N N N N N N N Y N N N N 179 227 8.2 27 1.52 190 195 37 120 38 2.12 1.14 3.33 0.28 50.8
201 51 M 1.67 76 103 27.25 110 80 78 N N N N N N N N N N N Y N N N N 94 138 27 1.16 125 206 35 138 25 1.52 1.38 3.48 0.06 72.5
202 37 F 1.565 64 102 26.13 110 60 84 N N N N N N N N N N N Y N N N N 78 89 30 0.86 137 219 51 125 27 5.33 0.92 3.42 0.1 86.3
203 27 M 1.69 71 89 24.86 100 60 76 N N N N N N N N N N N Y N N N N 79 91 21 0.97 63 115 28 69 1.1 1.75 1.22 3.31 0.08 106.5
204 48 M 1.57 55 83 22.31 100 70 76 N Y Y N N N N N N Y Y N N Y Y N 127 7.6 55 4.4 61 66 33 25 12 100 0.1 0.58 0.02 14.8
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205 50 M 1.64 85 111 31.60 130 80 88 N N N N N N N N N y Y N N N N N 100 28 1.6 99 180 43 110 20 6.73 1.12 2.88 0.2 49.5
206 65 M 1.6 75 110 29.30 150 90 76 N Y N N N N N N N Y Y N N Y Y N 140 359 7.5 31 1.4 88 207 58 120 18 4.1 1.1 3.17 0.07 52.4
207 43 M 1.68 65.9 96 23.35 140 80 72 N N N N N N N N N  N N Y N N Y N 92 18 0.93 79 139 30 87 16 1.58 1.53 3.23 0.19 100.2
208 37 F 1.48 60 94 27.39 120 80 88 N N N N N N N N N N N Y N N N N 127 17 0.87 116 172 43 101 23 2.41 1.15 3.54 0.3 85.1
209 53 M 1.72 78 110 26.37 140 80 78 N N N N N N N N N N N Y N N N N 92 31 1.13 67 168 39 106 13 2.99 1.12 3.3 0.06 73.8
210 33 M 1.72 68 96 22.99 120 80 84 N N N N N N N N N N N Y N N N N 105 18 0.94 102 147 31 90 20 2.55 1.19 3.88 0.05 106.1
211 41 F 1.53 81 109 34.60 120 80 82 N N N N N N N N N N N Y N N N N 101 16 0.8 72 184 37 122 14 3.49 1.09 2.98 0.04 91.6
212 50 M 1.64 55 76 20.45 140 80 78 N Y Y N N N N N N N N Y N N Y N 112 258 7.6 104 5.5 64 154 38 30 13 2.26 1.12 1.91 9.05 11.1
213 34 M 1.63 59.5 84 22.39 110 70 88 N N N N N N N N N N N Y Y Y Y N 91 16 0.9 237 616 91 369 47 1.43 1.43 3.46 1.28 111
214 73 M 1.65 62.5 106 22.96 120 70 70 N Y N N N N N N N N N Y N N N N 115 15 1.2 115 147 21 94 23 2.45 1.24 2.65 0.21 59.6
215 60 M 1.665 54.5 89 19.66 130 80 70 N N N N N N N N N Y N N N Y Y N 100 198 7.8 19 1.1 100 142 27 95 20 2.76 1.18 3.14 0.69 72.6
216 73 F 1.48 55 83 25.11 110 70 66 N N N N N N N N N N N Y N N N N 78 30 0.93 53 177 57 101 11 3.42 1.26 2.94 0.14 61
217 45 F 1.58 63.5 95 25.44 120 80 76 N N N Y N N N N N N N Y N N N Y 100 21 0.93 69 135 39 81 14 0.84 1.62 3.14 0.05 74.2
218 45 M 1.635 66.5 98 24.88 120 80 78 N N Y N N N N N N N N Y N N N N 139 162 7 19 1.17 240 119 26 64 48 1.55 1.14 3.01 0.11 74.8
219 20 M 1.6 66.5 86 25.98 120 80 62 N N N N N N N N N N N Y N N N N 71 17 1.06 102 105 35 58 20 3.29 1.59 3.73 0.09 100.5
220 28 M 1.635 64 90 23.94 110 80 78 N N N N N N N N N N N Y N N N N 105 41 0.92 43 108 41 55 9 1.07 1.55 4.04 0.11 112.8
221 43 M 1.58 68 104 27.24 120 80 76 N N N N N N N N N N N Y N N N N 97 18 1.03 89 140 38 83 18 2.45 1.13 3.46 0.07 88.6
222 61 M 1.7 74 108 25.61 130 80 82 N Y Y N N N N N N N N Y N N N N 151 6.8 21 1.3 78 221 73 128 16 3.94 1.44 2.73 0.14 58.9
223 32 M 1.705 74.2 102 25.52 120 80 78 N N N N N N N N N N N Y N N Y N 101 16 0.81 310 271 48 171 62 2.13 0.97 2.26 0.19 117.6
224 40 M 1.605 67.5 102 26.20 120 80 80 N N N N N N N N N N N Y N Y N N 93 20 1.12 271 181 30 112 54 3.76 1.26 3.36 0.08 81.7
225 65 F 1.52 74 104 32.03 120 60 80 N N Y N N N N N N N N Y N N N N 105 235 6.43 17 0.79 83 171 40 106 17 6.68 0.9 2.78 0.08 78.6
226 43 M 1.7 76 107 26.30 120 80 76 N N N N N N N N N N N Y N N N N 114 194 6.5 22 1.37 123 193 35 123 25 2.29 1.17 3.53 0.05 62.7
227 57 M 1.62 56 76 21.34 110 80 78 N N Y N N N N N N N N Y N N N N 266 320 9 28 0.98 48 106 44 57 10 2.92 1.31 3.01 0.11 85.2
228 35 F 1.6 62 84 24.22 120 80 72 N N Y N N N N N N N N Y N N N N 230 278 7.6 14 0.81 79 148 52 80 16 2.41 1.18 2.68 0.12 94.1
229 39 F 1.55 66 90 27.47 120 80 76 N N N N N N N N N N N Y N N N N 129 27 0.96 172 168 37 104 34 1.08 1.65 3.94 0.05 74.5
230 31 F 1.53 68 115 29.05 120 80 76 N N N N N N N N N N N Y N N N N 101 108 24 0.82 73 169 43 103 15 2.39 1.17 4.1 0.06 95.3
231 45 F 1.57 79.6 90 32.29 150 100 78 N Y N N N N N N N N N Y N N N N 96 110 22 0.8 117 280 61 180 23 2.62 1.24 3.31 0.1 89
232 44 F 1.49 66.4 96 29.91 100 70 72 N N N Y N N N N N N N Y N N N N 127 143 30 0.9 126 190 40 76 22 29.3 0.81 2.41 0.2 77.8
233 57 F 1.58 73.8 100 29.56 120 80 80 N N Y N N N N N N N N Y N N N N 142 202 7.18 22 0.89 149 226 39 145 30 1.87 1.42 2.71 0.03 71.9
234 63 F 1.56 66.8 107 27.45 110 70 76 N N Y N N N N N N N N Y N N N N 187 280 8.39 17 0.95 194 241 42 156 39 2.76 1.13 2.73 0.13 63.7
235 58 M 1.7 92.1 118 31.87 130 90 68 N Y Y N N N N N N Y N N N N N N 231 272 9.22 26 0.94 170 216 48 131 34 1.26 1.41 3.48 0.13 89
236 29 M 1.66 70.9 93 25.73 140 90 76 N N N N N N N Y N N N Y N N Y N 88 94 18 1.13 64 152 38 96 13 1.45 1.46 4.66 0.06 87.3
237 47 F 1.47 65.6 109 30.36 120 80 78 N N N N N N N N N N N Y N N N N 94 92 24 1.02 65 162 41 98 13 12 1.41 2.95 0.09 65.2
238 57 M 1.675 77.1 98 27.48 130 90 84 N N N N N N N N N N N Y N N Y N 103 129 21 1.04 227 184 32 106 45 3.02 1.24 3.7 0.14 79.3
239 68 M 1.65 65.1 95 23.91 110 70 76 N N Y N N N N N N Y N N N N N N 214 364 38 0.92 131 178 43 106 26 1.74 1.06 3.67 0.21 85.2
240 40 F 1.6 70.7 103 27.62 100 70 86 N N N N N N N N N Y Y N N N N N 106 111 25 0.98 126 177 35 108 25 2.42 1.36 3.38 0.13 72.2
241 42 F 1.6 78.7 100 30.74 126 80 88 N N N N N N N N N N N Y N N N N 107 77 18 0.95 89 180 58 99 18 5.21 1.04 3.17 0.32 73.9
242 50 M 1.68 73.2 93 25.94 110 80 80 N Y Y N Y N N N N N N Y N Y Y N 274 439 7.42 24 1.14 151 191 45 111 30 1.93 1.28 3.71 0.08 74.6
243 20 F 1.42 40 72 19.84 130 80 76 N N N N N N N N N N N Y N N N N 96 31 1 83 103 29 64 17 2.24 1.16 3.06 0.6 81
244 46 F 1.515 44 79 19.17 150 90 80 N Y N N N N N N N N N Y N N N N 80 123 37 1 333 278 43 160 67 2.47 1.08 2.34 0.11 67.5
245 46 F 1.5 64 82 28.44 100 70 78 N N N N N N N N N N N Y N N N N 305 540 10.5 24 0.9 85 117 30 67 17 2.46 1 3.23 0.12 76.7
246 52 F 1.5 65 101 28.89 140 100 76 N Y Y N N Y N N N N N Y N N N N 225 217 10.1 37 1.5 266 282 52 175 53 3.19 1.21 2.02 0.5 39.6
247 70 F 1.46 58 108 27.21 110 60 76 N Y N N N N N N N N N Y N N N N 201 8.5 41 1 241 210 36 127 48 2.38 1.05 4.44 0.23 57
248 48 F 1.5 68 101 30.22 140 80 82 N N N Y N N N N N N N Y N N N N 87 22 0.9 153 184 37 111 31 3.81 1.31 2.8 0.4 75.6
249 20 F 1.45 42 74 19.98 120 80 78 N N N N N N N N Y N N Y N N N N 100 20 0.8 87 130 35 76 17 3.89 1.4 3.62 0.1 106.1
250 40 M 1.7 85 98 29.41 120 80 86 N N Y N N N N N N N N Y N N Y N 310 430 8.6 24 1.12 97 179 43 108 19 1.19 1.14 3.11 0.21 81.7
251 48 F 1.47 72 107 33.32 140 80 80 N N N Y N N N N N N N Y N N N N 95 17 0.8 80 169 45 101 16 2.01 0.87 3.62 0.17 87.2
252 50 M 1.55 52 76 21.64 110 80 88 N N N N N N N N N Y N N N Y Y N 64 107 15 1 195 142 26 83 39 2.39 1.21 3.56 0.16 86.2
253 76 M 1.55 60 91 24.97 120 80 76 N N N N N N N N N N N Y N N N N 92 141 28 1 190 154 29 92 38 18.93 0.799 3.33 0.22 72.8
254 57 M 1.58 76 104 30.44 170 110 68 N N N N N N N N N N N Y N N N N 88 134 37 1.7 237 190 35 115 47 1.41 1.21 2.83 1.29 43.8
255 51 F 1.55 69 93 28.72 110 80 72 N N N Y N N N N N N N Y N N N N 90 112 31 1 56 147 40 84 11 3.16 1.27 2.8 0.08 65.2
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256 42 M 1.67 84.2 100 30.19 120 80 76 N N N N N N N N N Y N N N N N N 7.2 17 1.1 169 196 39 123 84 1.66 1.6 3.21 0.12 82.4
257 35 F 1.51 62.8 94 27.54 110 80 76 N N N N N N N N N N N Y N N N N 86 26 0.8 172 257 50 163 34 1.12 1.06 3.38 0.12 95.5
258 65 M 1.59 68.1 106 26.94 120 70 82 N N N N N N N N N Y N Y N N Y N 227 336 7.5 17 1 192 157 34 91 38 1.02 1.3 2.84 0.15 78.6
259 52 M 1.64 73.1 94 27.18 140 100 78 N N N N N N N N N N N Y N N Y N 112 152 15 1 65 172 41 108 13 4.51 1.46 3.09 0.01 86.2
260 46 M 1.64 61.6 88 22.90 170 100 72 N N N N N N N N N N N Y N Y Y N 85 141 21 1 124 200 41 124 25 1.59 1.08 3.39 0.16 89.9
261 52 M 1.61 50 80 19.29 100 70 78 N N N N N N N N N N N Y N N N N 91 192 23 0.7 105 143 33 88 21 1.09 0.98 3.16 0.28 108.5
262 23 M 1.695 59.6 83 20.74 120 80 84 N N N N N N N N N N N Y N Y Y N 95 116 15 1 63 135 60 66 13 3.16 1.27 2.6 0.1 105.6
263 73 M 1.67 71.4 101 25.60 140 70 80 N Y N N N N N N N Y Y N N N N N 105 144 25 1.1 62 157 47 92 12 2.79 1.43 3.49 0.1 66.2
264 28 F 1.59 60.1 79 23.77 120 80 86 N N N N N N N N N N N Y N N N N 92 107 18 0.8 55 148 40 91 11 2.76 1.16 3.14 0.09 100.3
265 49 M 1.71 73.2 91 25.03 120 86 78 N Y Y N N N N N N N N Y N N N N 134 233 7.8 26 1.23 240 203 43 116 48 2.93 1.22 3.49 0.08 68.5
266 31 M 1.69 73 90 25.56 120 80 84 N N N N N N N N N N N Y N N N N 111 220 5.8 26 1.08 59 226 49 145 12 3.93 1.04 2.71 0.09 91
267 56 M 1.64 70.3 96 26.14 120 90 82 N Y Y N N N N N Y Y N N N Y Y N 123 303 8.3 27 1.81 510 147 28 78 102 4.7 1.04 2.9 0.44 40.9
268 29 F 1.649 49 75 18.02 110 80 76 N N N N N N N N N N N Y N N N N 99 24 0.9 126 175 35 84 15 2.16 1.78 3.1 0.08 86.4
269 67 F 1.5 62 106 27.56 160 90 76 N Y Y N N N N N N N N Y N N N N 249 346 7.3 23 1.2 191 118 38 59 38 1.91 1.8 3.64 0.15 46.7
270 54 M 1.62 96 88 36.58 120 80 78 N N N N N N N N N Y N N N N N N 93 165 32 1.1 132 237 52 143 26 5.42 1.32 4.22 0.1 75.7
271 60 F 1.56 60 98 24.65 110 70 86 N N N  N N N N N N N N Y N N N N 105 114 30 0.9 108 219 53 137 22 9.07 1.03 3.03 0.09 69.5
272 33 M 1.72 76 92 25.69 110 80 76 N N N N N N N N N N N Y N N N N 89 112 28 1.13 177 162 30 102 35 1.81 1.1 3.78 0.06 84.9
273 37 M 1.68 74 88 26.22 120 60 74 N N N N N N N N N N N Y N N N N 93 101 16 1.32 49 108 39 63 10 8.37 1.02 2.84 0.1 68.4
274 31 M 1.6 46 75 17.97 110 80 72 N N N N N N N N N N N Y N N N N 129 33 1.12 80 142 32 85 16 9.787 1.12 3.46 0.26 87.1
275 56 M 1.65 76 105 27.92 120 80 72 N Y Y N N N N N N N N Y N N N N 124 181 7.2 25 1.64 84 183 37 111 17 1.79 1.18 4.9 0.07 46.1
276 44 M 1.62 70 93 26.67 130 80 68 N N Y N N N N N N N N Y N N N N 98 191 7.5 38 1.27 96 203 41 121 19 13.86 0.71 3.72 0.07 68.3
277 47 F 1.41 56 94 28.17 80 60 76 N N N Y N N N N N N N Y N N N N 94 21 0.94 135 106 25 55 27 25.97 0.79 3.57 0.36 72.2
278 50 F 1.58 65 89 26.04 120 90 70 N N N N N N N N N N N Y N N N N ` 87 21 0.91 95 169 38 98 19 2.95 1.35 3.92 0.003 73.6
279 45 F 1.65 65 103 23.88 120 80 78 N N Y Y N N N N N N N Y N N N N 144 253 7.4 17 0.75 147 270 40 175 29 4.38 0.92 2.75 0.002 96.3
280 67 F 1.53 62 100 26.49 120 90 68 N Y N N N N N N N N N Y N N N N 95 139 4.51 20 0.92 141 223 49 130 28 1.2 1.17 4.03 0.004 64.4
281 31 M 1.67 71 86 25.46 120 80 74 N N N N N N N N N N N Y N Y Y N 107 126 14 1.08 184 144 23 84 37 0.74 1.58 3.74 0.002 91
282 50 M 1.7 108 110 37.37 120 80 88 N N N N N N N N N N N Y N N Y N 207 193 8.4 24 1.05 176 188 29 113 35 3.58 1.1 3.35 0.001 82.4
283 27 M 1.65 68.5 84 25.16 120 60 78 N N N N N N N N N N N Y Y N N N 147 16 0.86 381 257 33 154 76 0.89 1.15 3.55 0.07 113.9
284 52 F 1.5 58 94 25.78 110 80 78 N N N N N N N N N N N Y N N N N 93 106 160 15 1 126 162 35 111 26 3.24 0.96 3.32 0.09 64.7
285 37 F 1.4 49 83 25.00 110 70 76 N N N N N Y N N N N N Y N N N N 115 15 0.8 88 182 54 95 18 3.88 1.52 3.28 0.002 94.2
286 39 F 1.64 93 106 34.58 140 80 76 N N Y N N N N N N N N Y N N N N 272 350 9 22 0.9 78 137 35 90 16 1.28 1.39 3.64 0.005 80.5
287 68 F 1.65 80 106 29.38 120 80 78 N Y N N N N N N N N N Y N N N N 130 20 1 216 182 38 104 43 1.57 1.08 2.08 0.12 57.8
288 50 F 1.52 49.5 84 21.42 140 90 82 N Y Y N N N N N N N N Y N N N N 396 575 9.8 15 0.8 110 278 61 178 22 3.36 1.35 3.39 0.02 86
289 28 F 1.595 51 82 20.05 100 80 76 N N N N N N N N N N N Y N N N N 92 15 0.2 68 121 31 65 14 12.82 0.8 3.4 0.1 78.1
290 55 F 1.562 74 99 30.33 120 70 82 N N N N N N N N N Y N Y N N N N 120 24 1 85 179 43 103 17 3.43 1.04 3.17 0.13 70.4
291 50 F 1.6 65.5 95 25.59 140 90 76 N N N N N N N N N N N Y N N N N 99 27 0.9 244 231 42 128 49 0.6 1.24 3.68 0.1 74.6
292 50 F 1.59 80 106 31.64 160 100 78 N Y N N N N N N N Y N N N N N N 118 78 7.5 91 129 41 76 18 3.94 1.04 2.98 1.95 5.7
293 43 F 1.64 48 77 17.85 120 60 82 N N N N N N N N N N N Y N N N N 105 21 0.9 56 150 37 86 11 2.23 1.35 3.52 0.1 78.3
294 60 F 1.7 54 79 18.69 110 70 80 N N N N N N N N N Y N N N N N N 106 29 1 103 188 56 109 21 1.02 1.3 2.84 0.09 61.2
295 50 F 1.56 60 96 24.65 130 80 82 N N N N N N N N N N N Y N N N N 82 17 0.9 107 202 48 113 21 6.66 1.13 3.37 0.13 74.6
296 50 F 1.58 65 98 26.04 110 80 78 N N N N N N N N N N N Y N N N N 77 81 22 0.8 123 226 47 141 25 16.02 0.97 3.05 0.2 86
297 53 M 1.68 79.5 98 28.17 130 80 78 N N N N N N N Y N Y N N N N N N 103 190 49 1.56 214 123 15 76 43 2.2 1.53 3.3 0.5 50
298 65 F 1.62 74 100 28.20 120 80 76 N N N N N N N N N N N Y N N N N 100 146 17 1 143 169 48 90 29 1.65 1.31 4.29 0.09 59.1
299 30 M 1.6 65 88 25.39 110 70 76 N N N N N N N N N N N Y N Y Y N 93 96 27 1.11 85 161 36 92 17 1.83 1.31 4.29 0.02 88.6
300 32 M 1.605 76.2 97 29.58 110 70 82 N N N N N N N N N N N Y N N N N 88 126 19 0.97 81 152 35 91 16 3.67 1.21 3.75 0.05 102.9
301 60 F 1.51 48 83 21.05 110 70 78 N N N N N N N N N N N Y N N N N 91 83 16 0.84 126 203 51 107 25 11.36 0.8 3.38 0.77 75.5
302 52 M 1.6 65 92 25.39 130 80 78 N Y N N N N N N N N N Y N N N N 108 108 25 1.16 81 198 40 115 16 0.99 1.06 3.23 0.12 72
303 44 F 1.59 90 104 35.60 120 80 78 N N N Y N N N N N N N Y N N N N 89 126 22 1.01 105 189 40 117 21 1.63 1.44 3.3 0.13 67.6
304 51 M 1.6 70 76 27.34 170 100 74 N Y N N N N N N N Y Y N N N N N 106 163 24 1.03 124 129 30 70 25 3.1 1.33 2.95 0.2 83.7
305 50 F 1.44 52 72 25.08 160 100 72 N Y Y N N N N N N N N Y N N N N 223 348 8.8 32 1.23 158 277 65 159 32 1.67 1.34 3.21 0.59 51.1
306 34 F 1.52 52 74 22.51 110 80 78 N N N N N N N N N N N Y N N N N 94 97 26 0.9 66 127 62 55 13 2.28 1.13 3.04 0.68 80.4
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307 63 M 1.6 72 84 28.13 150 80 86 N N N N N N N N N Y N N N N Y N 74 133 36 1 78 183 47 103 16 3.7 1.22 3.52 0.12 79.7
308 46 M 1.608 64 94 24.75 120 70 76 N N Y N N N N N N N N Y N Y N N 266 269 10.1 23 1 215 213 35 129 43 2.55 1.11 3.57 0.24 89.9
309 45 M 1.58 64 82 25.64 110 80 76 N N N N N N N N Y Y N N N N N N 95 26 1.1 141 194 44 115 28 4.47 1.06 4.03 0.09 80.6
310 44 M 1.56 84 107 34.52 130 40 82 N Y Y N Y N N N N N N Y N Y Y N 104 151 37 1.8 215 133 26 86 43 8.16 1.55 3.47 0.21 44.8
311 65 M 1.65 76 102 27.92 120 80 76 N N N N N N N N N Y N N N N N N 95 113 24 0.98 105 179 46 100 21 176 1.08 3.19 0.28 80.6
312 29 M 1.72 76.5 86 25.86 110 70 78 N N N N N N N N N N N Y N N N N 102 116 20 1.1 106 166 38 96 21 0.85 1.38 4.29 0.15 90.2
313 45 M 1.56 41.5 77 17.05 100 60 78 N N N N N N N N N Y Y N N N N N 145 35 1.5 72 92 44 49 14 4.47 1.06 4.03 2.14 55.4
314 47 M 1.7 63.5 85 21.97 150 100 68 N N N N N N N N Y N N Y N N N N 84 21 1.1 150 156 33 95 30 3.7 1.22 3.55 0.1 79.5
315 52 M 1.68 59.5 94 21.08 150 90 80 N N Y N N N N N N Y Y N N N Y N 169 562 8.6 27 1.8 106 125 51 56 21 4.03 1.26 4.17 1.3 42.3
316 70 M 1.58 55 85 22.03 110 70 90 N N N N N N N N N Y N N N Y N N 83 5.8 45 2.9 80 115 33 66 16 3.33 1.03 2.41 1.3 21
317 43 M 1.575 45 79 18.14 110 70 90 N Y N N N N N N Y N N Y N Y Y N 100 26 1 76 127 36 76 15 1.61 1.21 1.76 0.07 91.8
318 51 F 1.6 74 101 28.91 120 80 76 N N N N N N N N N N N Y N N N N 82 88 25 0.7 79 185 53 115 18 2.27 1.27 3.55 0.26 101
319 48 F 1.62 65 102 24.77 110 70 78 N N N N N N N N N N N Y N N N N 88 92 22 1.16 126 166 34 115 25 0.68 1.18 3.2 0.13 55.4
320 59 M 1.72 76 99 25.69 120 80 72 N N N N N N N N N N N Y N N N N 79 152 23 1.4 82 72 46 31 12 2.99 1.25 3.37 1.27 54.6
321 55 M 1.68 62 97.5 21.97 110 80 78 N N Y N N N N N N N N Y N Y N N 213 361 8.2 22 1.02 229 141 30 83 46 1.74 1.38 3.17 0.29 82.4
322 53 F 1.5 43.8 79 19.47 140 80 78 N N Y N N N N N N N N N Y N N N 138 281 5.1 38 18 81 94 35 52 16 3.55 1.41 3.34 1.82 31.6
323 60 M 1.46 57.4 96 26.93 180 100 86 Y N N N N N N N N N N Y N N N N 118 32 1.9 74 103 85 65 15 4.3 1.23 3.02 0.4 37.5
324 45 F 1.51 59.6 87 26.14 130 90 76 N Y N N N N N N N N N Y N N N N 91 114 21 0.9 346 268 54 156 69 4.07 0.96 1.94 8.9 77.2
325 33 M 1.615 75.1 94 28.79 110 80 72 N N N N N N N Y N N N Y N Y N N 83 130 25 1.8 100 123 43 74 20 2.08 1.24 3.19 0.1 48.4
326 48 M 1.565 65.8 95 26.87 100 60 88 N N N N N N N N N N N Y N N N N 106 129 59 2.2 132 170 49 95 26 2.47 1.37 2.99 0.25 34.2
327 55 F 1.412 33.5 68 16.80 130 80 78 N N N N N N N N N Y N N N N N N 111 107 4.1 29 1.3 159 134 34 81 32 7.17 0.93 3.02 0.58 46.1
328 42 M 1.65 66 99.5 24.24 110 70 76 N N N N N N N N N N N Y N N N N 61 87 21 1.33 223 166 32 103 45 1.29 1.38 3.11 0.87 65.5
329 42 M 1.64 76 98 28.26 120 80 76 N N N N N N N N N Y N N N N N N 62 72 18 1.05 113 151 36 101 23 1.53 1.3 3.16 0.08 87.1
330 45 F 1.56 59.5 92 24.45 120 80 78 N N N N N N N N N N N Y N N N N 71 117 14 0.81 69 161 50 97 14 3.57 1.07 3.5 0.17 87.7
331 33 F 1.58 100 112 40.06 120 80 76 N N N Y N N N N N N N Y N N N N 71 105 17 0.86 120 213 48 140 24 0.03 1.82 4.92 0.12 88.8
332 36 M 1.595 57.5 88 22.60 120 80 76 N N N N N N N N N N N Y N N N N 70 100 18 1.15 165 160 39 99 33 2.43 1.27 2.7 0.02 81.4
333 39 M 1.72 74 98 25.01 120 80 76 N N N N N N N N N N N Y N Y Y N 93 113 23 0.97 51 141 42 95 10 16.19 0.95 2.86 0.06 97.9
334 62 M 1.63 70 95 26.35 120 70 84 N N N N N N N N N Y N N N N N N 81 112 17 1.19 89 132 40 89 15 0.91 1.24 2.71 0.09 65.1
335 52 F 1.51 62 103 27.19 130 80 78 N Y Y N N N N N N N N Y N N N N 264 764 9.5 34 0.94 587 358 60 192 117 1.29 1.38 2.72 0.32 69.7
336 70 M 1.57 58 83 23.53 120 70 78 N N N N N N N N N N N Y N N N N 85 125 28 1.5 120 129 28 83 24 2.12 1.11 2.28 0.1 46.5
337 47 F 1.52 67 101 29.00 120 80 78 N N N Y N N N N N N N Y N N N N 98 21 0.73 124 154 36 99 25 6.65 1.53 3.02 0.13 98.1
338 56 M 1.65 78 102 28.65 110 70 88 N N N N N N N N N N N Y N Y N N 196 26 0.95 124 175 41 113 25 4.85 1.19 2.62 0.08 89.1
339 43 F 1.62 60 98 22.86 110 80 82 N N N N N N N N N N N Y N N N N 76 68 24 0.8 63 146 44 90 13 3.48 1.53 2.92 0.08 90.3
340 38 F 1.57 73.2 96 29.70 140 90 76 N N N N N N N N N Y N N N N N N 93 17 0.78 47 148 46 93 9 1.05 1.35 2.98 0.09 96.4
341 46 M 1.74 62.5 80 20.64 100 50 70 N N N N N N N N N N N Y N N N N 72 69 4.3 17 0.98 33 123 49 77 7 1.57 1.27 2.55 0.13 92.1
342 39 M 1.625 74.9 103 28.36 110 60 88 N Y N N N N N N Y N N Y N N Y N 67 86 5.15 22 1.1 72 100 24 75 14 0.51 1.65 2.56 0.11 84.1
343 51 M 1.72 80 102 27.04 120 70 78 N N Y N N N N N N N N Y N N N N 100 205 7.5 25 0.89 80 169 40 112 16 9.04 1.12 2.56 0.11 99
344 50 M 1.77 78.6 98 25.09 140 90 82 N Y N N N N N N N Y N N N N N N 80 67 3.87 18 0.98 159 134 34 81 32 3.27 1.51 3 0.2 89.5
345 47 F 1.58 70 99 28.04 110 70 78 N N N N N N N N N N N Y N N N N 122 178 23 0.92 104 140 32 99 21 1.89 1.16 2.4 0.09 74.1
346 49 M 1.72 76 98 25.69 110 70 76 N N N N N N N N N Y N N N N N N 79 135 24 1.12 48 122 30 90 10 2.7 1.32 3 0.06 76.7
347 50 F 1.62 15.2 103 5.79 110 70 76 N N N N N N N N N N N Y N N N N 102 117 15 0.77 221 257 68 159 44 3.62 1.36 2.2 0.15 90
348 55 M 1.72 68 90 22.99 110 60 78 N N Y N N N N N N Y Y N N N Y N 67 199 259 6.6 34 1.6 202 170 35 103 40 3.43 1.25 2.62 0.16 47.8
349 75 M 1.6 53 93 20.70 150 80 82 N Y Y N N N N N N N N Y N N N N 102 210 5.9 28 1.3 80 126 29 87 16 4.49 1.19 2.5 1.54 53.4
350 44 M 1.67 73 104 26.18 120 80 80 N N Y N N N N N N N N Y N Y y N 255 349 8.1 21 0.8 124 208 47 140 25 2.1 0.92 2.85 0.18 108.6
351 62 M 1.53 70 113 29.90 130 80 76 N Y Y N Y N N N N N N Y N Y Y N 96 7.2 64 3.2 116 144 32 89 23 3.33 1.03 2.41 2.6 19.7
352 60 M 1.44 46 80 22.18 130 70 74 N Y Y N N N N N N N N Y N N N N 148 220 6 53 2 184 128 21 73 37 3.82 1.03 2.78 1.75 35.2
353 60 M 1.62 76 105 28.96 160 100 80 N N N N N N N N N N N Y N Y N N 76 107 164 4.8 40 1.1 169 186 40 124 34 0.62 1.46 2.04 0.2 72.6
354 61 M 1.62 72 98 27.43 100 70 96 N N N N N N N N N Y N N N N N N 127 37 1.1 100 137 24 94 20 1.2 1.43 2.77 0.23 72.1
355 52 M 1.59 59.5 100 23.54 140 80 78 N Y Y Y N N N N N Y N N N N Y N 150 316 8.5 83 3.2 224 164 33 96 45 16.07 0.59 2.9 3.3 21.1
356 55 M 1.65 84.5 115 31.04 110 80 80 N Y Y N N N N N N Y N N N N N 250 7.2 20 1 224 203 50 123 45 6.96 1.26 1.26 0.17 84.4
357 61 F 1.55 58.5 100 24.35 110 80 78 N N Y N N N N N N N N Y N N N N 135 220 7.2 22 0.82 155 237 53 156 31 2.29 1.17 3.05 0.23 77.2
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358 38 M 1.61 62.8 95 24.23 180 70 80 N N N Y N N N N N N N Y N N Y N 84 123 33 1.72 259 143 31 83 52 100 0.53 1.94 0.19 49.3
359 27 M 1.7 70 88 24.22 100 70 78 N N N N N N N N N N N Y N N N N 86 101 14 1.24 115 137 32 94 23 4.55 1.48 3.71 0.16 79.2
360 65 M 1.59 59.1 88 23.38 110 70 80 N N N N N N N N N N N Y N N N N 80 113 24 1.04 155 131 27 89 31 3.14 1.24 2.89 0.07 75
361 51 F 1.525 63.2 102 27.18 110 70 80 N N N N N N N N N N N Y N N N N 90 162 15 0.79 177 141 38 85 35 3.12 1.02 3.09 0.17 86.7
362 39 M 1.6 58.2 94 22.73 200 120 80 Y Y Y N N N N N N N N Y N N N N 163 292 7.8 21 1.19 120 215 46 155 24 2.51 1.37 2.76 4.05 76.5
363 21 M 1.64 49 78 18.22 100 70 78 N N N N N N N N N N N Y N N Y N 74 73 15 0.94 82 122 44 72 16 1.11 1.78 4.5 0.13 115.4
364 55 M 1.65 61 90 22.41 150 100 78 N Y Y N N N N N N Y N N N N N N 172 288 6.9 73 3.2 118 177 29 127 24 1.89 1.31 2.1 8.8 20.7
365 33 M 1.7 90.1 94 31.18 120 90 76 N N N N N N N N N N N Y N N N N 78 144 22 1 85 204 52 138 17 6.26 1.12 3.97 0.06 98.5
366 54 F 1.53 70.6 104 30.16 130 90 80 N N N Y  N N N N N N N Y N N N N 70 89 15 1 115 226 48 157 23 7.99 1.08 2.93 0.07 63.8
367 45 F 1.55 58 98 24.14 110 70 88 N N N N N N N N N N N Y N N N N 58 30 0.9 87 223 64 136 17 1.19 1.16 2.91 0.05 77.2
368 40 F 1.52 55 90 23.81 170 100 70 N N N N N N N N N N N Y N N N N 73 81 4.4 21 0.6 59 133 54 75 12 1.43 1.49 3.52 0.13 114
369 42 F 1.5 52.5 85 23.33 110 70 78 N N N N N N N N N N N Y N N N N 85 19 1 74 169 54 106 15 1.41 1.2 2.92 0.05 69.4
370 21 F 1.585 41 68 16.32 100 70 78 N N N N N N N N N N N Y N N N N 69 16 0.6 72 124 28 75 14 0.38 1.56 1.86 0.8 130.3
371 43 F 1.67 82.5 103 29.58 110 70 78 N N N N N N N N N N N Y N N N N 114 169 27 0.9 163 216 54 138 33 2.87 1.13 2.11 0.12 78.3
372 60 F 1.538 36.5 73 15.43 100 70 80 N N N N N N N N N N N Y N N N N 83 19 0.6 161 178 32 121 32 4.41 1.08 2.76 0.21 99.1
373 39 M 1.62 69.6 93 26.52 100 70 84 N N N N N N N N N N N Y N N Y N 69 110 25 1.35 105 174 38 114 21 1.24 1.21 3.02 0.11 65.7
374 42 M 1.838 78.2 94 23.15 110 80 84 N N Y N N N N N N N N Y N N Y N 91 129 27 1.06 109 126 32 74 22 1.24 1.24 3.02 0.15 86.1
375 65 M 1.68 65 96 23.03 110 60 78 N N N N N N N N N N N Y N N N N 91 129 19 0.9 68 203 52 131 14 3.02 1.06 2.78 0.1 89.3
376 50 M 1.602 80.3 102 31.29 110 80 84 N N Y N N N N N N N N Y N N Y N 151 95 6.8 21 1.12 85 143 47 85 17 2.3 1.44 3.81 0.14 76.2
377 50 M 1.67 73.6 101 26.39 90 60 78 N N Y N N N N N N N N Y N N Y N 206 175 7.8 20 1.12 187 179 34 117 37 0.93 1.17 3.25 0.08 76.2
378 50 M 1.62 78.2 102 29.80 110 70 78 N N Y N N N N N N N N Y N N N N 115 251 7.2 26 1.01 152 128 32 81 30 3.7 1.2 3.22 0.13 86.3
379 52 M 1.725 88.6 110 29.78 120 80 78 N N N N N N N N N N N Y N N N N 84 21 1.2 97 214 40 143 19 4.03 1.27 3.43 0.2 69.1
380 55 M 1.56 75 108 30.82 130 80 78 N N N N N N N N N N N Y N N N N 88 137 24 0.1 76 156 37 102 15 1.22 1.38 4.01 0.19 95.8
381 38 M 1.695 73.8 98 25.69 120 90 84 N N N N N N N N N N N Y N N N N 85 168 17 1.08 140 214 46 136 28 4.94 1.28 3.9 0.15 86.6
382 53 M 1.565 63.8 92 26.05 130 80 88 N N N N N N N N N N N Y N N Y N 89 110 15 0.8 81 149 52 81 16 2.4 0.98 3.8 0.09 102
383 72 M 1.65 80 104 29.38 120 80 80 N Y N N N N N N N Y N N N N Y N 85 96 22 1.24 95 166 37 111 19 3.61 1.11 3.7 0.11 60.1
384 53 M 1.592 56.3 88 22.21 100 80 84 N N N N N N N N N N N Y N N Y N 80 115 25 1 79 188 45 125 16 2.73 1.11 4.43 0.13 85.5
385 50 M 1.625 62 92 23.48 110 70 84 N N N N N N N N N N N Y N N Y N 67 123 38 1.31 92 190 53 127 18 1.82 1.29 3.62 0.1 63
386 34 F 1.65 68 86 24.98 100 70 80 N N N N N N N N N N N Y N N N N 64 95 18 0.82 48 119 40 70 10 3.7 1.23 4.24 0.1 93.4
387 52 F 1.59 68 102 26.90 110 70 76 N N N N N N N N N N N Y N N N 103 150 39 0.98 77 133 45 80 15 3.24 1.35 3.53 0.1 66.3
388 61 F 1.41 76 108 38.23 120 90 80 N Y Y Y N N N N N N N Y N N N N 94 191 9.9 45 1.2 179 151 40 92 36 5.45 1.59 0.93 3.48 48.7
389 45 M 1.54 74 102 31.20 120 80 80 N N Y N N N N N N N N Y N N N N 240 398 7.4 20 0.97 298 189 36 116 60 1.95 1.21 3.54 0.26 93.9
390 32 M 1.68 72.6 84 25.72 120 80 74 N N N N N N N N N N N Y N N N N 78 150 23 1.01 155 200 44 130 31 1.94 1.06 4.05 0.07 98
391 79 M 1.635 68 88 25.44 190 90 72 N N N N N N N N N Y N N N N N N 106 31 1.2 62 157 29 101 12 1.03 1.16 4.07 5.08 57.2
392 60 M 1.675 55 79 19.60 120 90 78 N Y N Y N N N N N Y N N N N N N 111 208 11.3 92 190 53 127 18 2.74 1.33 1.61 4.28 4.3
393 63 M 1.54 50 72 21.08 100 60 76 N N N N N N N N N Y N N N N N N 90 49 0.9 67 110 32 67 13 3.12 1.35 2.79 0.2 90.6
394 40 M 1.6 59 86 23.05 110 80 84 N N N N N N N N Y N N Y N Y Y N 65 28 1.1 63 127 45 65 13 0.708 1.91 3.1 0.16 83.5
395 59 F 1.54 54 78 22.77 120 90 76 N Y N N Y N N N N N N Y N N N N 86 4.9 22 0.6 153 134 37 79 31 3.19 1.11 1.94 0.2 99.8
396 55 M 1.65 67 104 24.61 180 110 76 N Y Y N N N N N N N  N Y N N N N 114 160 284 7.31 33 1.4 190 139 29 88 38 2.44 1.34 2.27 0.31 56.2
397 61 M 1.58 56 76 22.43 170 100 78 N Y N N Y N Y N N N N Y N N N N 91 27 1.1 84 163 39 111 17 3.28 1.22 2.5 0.01 72.1
398 56 M 1.6 72 105 28.13 130 80 80 N Y Y N Y N N N N N N Y N Y Y N 218 134 195 7.2 27 1.1 115 67 22 60 23 5.02 1.15 3.42 0.32 74.6
399 74 M 1.62 54 78 20.58 120 80 76 N N N N Y N N N N Y Y N N Y N N 80 4.4 66 1.4 109 143 36 96 22 3.76 1.91 3.34 0.04 49.1
400 50 M 1.73 58 78 19.38 120 70 78 N N N N Y N N N N N N Y Y Y N N 77 4.98 15 1.2 93 122 30 66 19 3.11 0.94 3.56 0.22 70.1
401 69 M 1.52 64 102 27.70 100 60 78 N Y Y N Y N N N N N N Y N N N N 124 5.88 76 2.76 122 135 29 108 24 2.5 1.27 3.06 0.26 22.4
402 36 M 1.65 76.3 95 28.03 130 90 86 N N N N N N N N Y N N Y N N N N 110 26 1.1 103 162 41 95 21 2.27 1.27 3.55 0.06 85.9
403 57 M 1.65 63 94 23.14 120 84 84 N N N N N N N N N N N Y N N N N 79 107 16 1.16 110 114 31 86 22 1.68 1.31 3.51 0.12 6.95
404 38 M 1.67 71.3 93 25.57 180 110 80 N Y N N N N N N N N N Y N Y Y N 88 108 20 1.38 232 130 37 88 46 2.78 1.34 3.51 0.27 64.4
405 55 M 1.65 72.7 96 26.70 120 80 78 N N N N N N N N N N N Y N N N N 81 90 18 1.25 115 124 50 79 23 3.73 1.39 3.54 0.09 64.4
406 58 F 1.46 68 94 31.90 120 80 80 N N N N N N N N N N N Y N N N N 79 74 16 0.88 207 165 48 116 41 3.1 0.95 2.93 0.06 83.3
407 50 F 1.595 65.1 104 25.59 130 80 88 N N N N N N N N N N N Y N N N N 88 120 18 0.87 251 117 29 77 50 2.92 1.11 3.26 0.05 77.7
408 47 F 1.59 51 90 20.17 130 70 80 N N Y N Y N N N N N N Y N N  N N 106 228 22 0.8 291 160 45 78 58 2.47 1.09 3.3 0.08 87.8
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409 68 M 1.57 52 78 21.10 130 80 84 N N N N Y N N Y N Y N N N N N N 81 4.35 36 1.31 103 105 30 57 21 3.25 2.33 2.95 0.1 55.5
410 50 M 1.65 53 84 19.47 150 90 74 N N Y N Y N N N N Y Y N N Y Y N 186 288 8.6 27 1.4 330 182 42 110 66 9.72 1.43 2.99 0.87 63
411 62 F 1.58 48 94 19.23 140 100 78 N Y Y N Y N N N N N N Y N N N N 257 420 254 8.69 17 0.92 214 138 37 71 43 2.96 1.02 2.24 0.1 66.7
412 58 M 1.7 71 88 24.57 120 70 84 N N Y N N N N N N Y N N N N N N 255 260 7.7 18 1.24 118 123 28 73 24 2.57 1.53 2.86 0.14 63.7
413 63 M 1.623 78.6 96 29.84 140 90 82 N Y N N N N N N N Y N N N N N N 169 175 6.1 17 1.09 106 177 35 108 21 8.34 1.05 3.18 0.15 71.9
414 70 M 1.68 75.2 94 26.64 110 70 82 N Y Y N N N N N N N N Y N N N N 188 424 7.2 19 1.17 136 172 33 104 27 1.85 1.56 2.99 0.25 62.8
415 52 M 1.57 75.2 109 30.51 110 80 76 N N Y N N N N N N N N Y N N N N 123 217 6.3 28 1.12 77 195 43 120 15 1.78 1.44 3.72 0.07 75.1
416 40 F 1.53 80 115 34.17 120 80 76 N N Y Y N N N N N N N Y N N N N 416 508 10.4 16 0.9 128 203 32 130 26 9.22 1.38 2.57 0.16 80
417 50 F 1.55 57 88 23.73 100 70 68 N Y Y N Y N N N N N N Y N Y Y N 104 7.6 17 0.92 68 108 24 64 14 3.05 1.25 2.51 0.06 96.6
418 50 F 1.53 53 95 22.64 130 70 70 N N N N N Y N N N N N Y N N N N 75 121 19 0.9 85 160 31 100 18 2.94 1.09 2.44 0.39 74.6
419 31 M 1.62 44 74 16.77 110 70 60 N N N N N Y N N N N N Y N Y Y N 104 32 1.1 46 81 23 48 9 1.69 1.5 2.84 0.27 89
420 68 M 1.56 48 82 19.72 110 80 82 N N N N Y N Y N N N N Y N N N N 91 5.1 33 1.3 147 90 25 55 29 62 0.8 3.51 0.16 56.1
421 42 M 1.74 70.5 102 23.29 110 80 84 N N N N N N N N N N N Y N N N N 83 121 23 1.4 49 134 44 80 10 2.57 1.58 2.9 0.06 61.5
422 59 F 1.57 65 106 26.37 160 100 78 N Y Y N Y N N N N N N Y N N N N 392 398 8.74 22 1 202 178 26 110 40 0.58 2.09 3.31 0.52 23.8
423 74 M 1.6 66 85 25.78 110 90 80 N N N N Y N N N N N N Y N Y Y N 74 21 1 162 124 31 72 32 1.21 1.27 3.37 0.05 97.8
424 70 F 1.54 75 110 31.62 110 70 80 N N Y N N N N N N N N Y N N N N 116 133 6.2 36 1.4 150 209 38 123 30 0.38 1.57 1.71 3.4 38
425 39 F 1.69 58 84 20.31 110 70 86 N N N N N N N N N N N Y N N N N 125 40 0.9 198 177 15 102 40 2.53 1.05 2.9 0.35 80.5
426 43 F 1.663 64 91 23.14 100 70 78 N N N N N N N N N N N Y N N N N 77 21 0.9 76 191 37 115 15 2.17 1.36 3.48 0.09 78.3
427 67 M 1.72 78 91 26.37 130 90 78 N Y Y N Y N N N Y N N Y N N N N 171 320 293 5.7 29 1.1 157 142 21 97 24 5.65 1.21 2.31 0.62 68.1
428 45 M 1.38 47.5 85 24.94 110 80 82 N N Y N N N N N N N N Y N N N N 89 223 7.2 117 3.4 85 161 36 92 17 7.61 1.4 2.75 0.62 20.6
429 35 M 1.45 43 75 20.45 100 60 86 N N N N N Y N N N Y N N N N N N 88 18 1.1 67 82 21 46 13 2.91 1.68 3.18 0.22 86.5
430 49 M 1.72 55 76 18.59 100 60 82 N N N N N N N N N Y N N N N Y N 152 93 5.8 17 1.19 67 89 28 44 13 2.83 1.31 3.07 0.05 71.3
431 42 F 1.6 85 104 33.20 120 80 84 N N N N N N N N N N N Y N N N N 83 137 29 0.78 60 125 36 69 12 0.02 4.66 10.13 0.17 93.8
432 55 M 1.56 44 87 18.08 120 80 72 N N N N N N N N N N N Y N N N N 187 467 8.1 81 3.3 110 125 27 75 22 0.694 1.79 1.67 1.18 19.9
433 55 M 1.69 57 86 19.96 120 80 82 N Y N N N N N N N N N Y N N N N 62 23 1.3 143 169 48 90 29 2.71 1.14 3.51 0.31 61.4
434 40 M 1.83 75 90 22.40 150 100 72 N Y N N N N N N Y N N Y N Y Y N 113 22 0.9 87 140 38 88 17 0.948 1.43 1.79 0.14 106.5
435 62 M 1.65 88 102 32.32 160 100 70 N Y Y N Y N N N N N N Y N N N N 104 143 7.3 145 137 93 86 37 38 19 1.3 1.92 1.07 0.42 3.4
436 75 M 1.58 70 87 28.04 130 70 78 N Y Y N N N N N N N N Y N N N N 230 335 9.1 36 2.2 211 137 29 87 42 1.05 1.27 2.02 4.7 27.7
437 45 M 1.61 90 119 34.72 110 70 80 N N N N N N N N N Y N N N N N N 97 27 1.1 158 277 65 159 32 3.52 1.09 3.12 0.16 80.6
438 40 F 1.53 68.2 91 29.13 110 80 86 N N N N N N N N N N N Y N N N N 97 4.72 19 0.88 159 147 32 87 32 3.37 1.2 2.63 0.08 82.2
439 67 F 1.49 64.1 95 28.87 120 70 76 N N N N N N N N Y N N Y N N N N 82 31 0.87 62 200 53 118 12 1.11 1.58 2.69 0.07 68.9
440 27 F 1.49 64.1 95 28.87 90 50 86 N N N N N N N N N N N Y N N N N 89 97 16 0.96 63 151 36 92 13 3.52 1.21 2.69 0.07 81.1
441 50 M 1.755 83.1 105 26.98 160 110 78 N N N N N N N N N N N Y N Y N N 75 86 31 1.08 276 181 27 105 55 3.11 1.56 2.72 0.14 79.6
442 55 M 1.642 66.2 93 24.55 140 80 62 N N N N N N N N N N N Y N Y Y N 87 112 21 1.2 154 197 46 118 31 2.6 1.22 2.89 0.11 67.7
443 40 M 1.67 77.3 97 27.72 110 80 72 N N N N N N N N N N N Y N N Y N 77 110 19 1.23 97 169 31 109 19 5.56 1.48 2.68 0.04 73
444 40 F 1.49 66 98 29.73 150 100 78 N N Y N N N N N N N N Y N N N N 178 258 6.5 15 0.8 271 173 29 98 54 0.18 3.82 9.14 0.2 92.2
445 36 F 1.55 65 98 27.06 130 70 78 N N N N N N N N Y N N Y N N N N 83 15 0.8 88 139 27 84 18 2.64 1.48 2.57 0.09 94.8
446 62 F 1.4 78 127 39.80 130 80 76 N Y Y N N N N N N N N Y N N N N 96 176 39 1.8 157 93 27 47 31 3.77 1.5 2.3 2.39 29.6
447 31 M 1.642 61.9 85 22.96 110 70 76 N N N N N N N N N N N Y N N N N 85 112 16 1.02 121 202 46 122 24 3.55 1.36 1.02 0.24 97.5
448 58 M 1.58 72.5 98 29.04 120 80 76 N N N N N N N N N N N Y N N N N 91 120 18 1.09 126 132 27 86 25 3.59 1.16 3.2 0.3 74.4
449 25 F 1.58 83.6 104 33.49 100 70 90 N N N N N N N N N N N Y N N N N 83 71 17 0.9 65 156 42 96 13 2.6 1.2 2.35 0.13 88.9
450 72 M 1.64 75.8 106 28.18 120 80 82 N N N N N N N N N N N Y N N N N 108 122 28 1.18 110 149 35 91 22 3.66 1.15 3.09 0.34 64.5
451 37 F 1.54 63.9 95 26.94 100 70 78 N N N N N N N N N N N Y N N N N 67 92 16 1.01 154 216 42 133 31 4.25 1.1 2.84 0.09 71.1
452 53 M 1.708 77.9 101 26.70 110 80 80 N N N N N N N N N N N Y N N Y N 82 84 35 0.97 89 122 46 72 18 0.02 1.19 3.93 0.09 88.8
453 48 F 1.572 79.4 101 32.13 120 70 76 N N N N N N N N N N N Y N N N N 88 100 15 0.72 100 139 42 83 20 2.21 1.17 3.4 0.12 99
454 43 M 1.68 63.5 86 22.50 90 50 76 N N N N N N N N N N N Y N N N N 80 93 18 1.17 132 164 33 103 26 2.52 1.38 3.42 0.15 75.9
455 63 M 1.65 77.4 104 28.43 150 100 86 N Y N N N N N N N Y Y N N N N N 101 124 28 1.24 147 217 40 143 29 4.1 0.88 3.33 0.13 61.5
456 53 F 1.55 98.3 114 40.92 130 80 82 N Y N N N N N N N N N Y N N N N 85 115 24 1.03 118 161 41 97 24 1.33 1.27 3.16 0.08 62
457 84 M 1.72 45 88 15.21 130 90 82 N N N N Y N N N N Y N N N N N N 89 5.51 83 2.4 181 87 32 47 36 2.24 1.55 6.39 0.32 23.9
458 63 M 1.75 70 100 22.86 180 110 78 N Y N N Y N N N N N Y N N Y Y N 96 5.2 30 1.34 380 190 46 115 76 17.75 0.5 2.17 0.04 56
459 60 M 1.71 53 88 18.13 90 70 88 N N N N N Y N N N N N Y N Y Y N 92 125 7 54 1.3 68 86 11 55 14 89.19 0.49 1.82 0.11 59.3
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460 38 M 1.6 58 88 22.66 100 80 100 N N N N Y N N N N N N Y N Y N N 131 41 1.2 160 171 24 103 33 3.5 1.4 2.66 0.18 76.2
461 60 F 1.58 68 98.5 27.24 110 70 72 N N N N Y N N N N N N Y N N N N 87 94 134 5.35 20 1.3 287 132 36 74 57 33.32 0.93 2.53 0.13 44.6
462 62 F 1.5 47 76 20.89 150 90 86 N Y Y Y N N N N N N N Y N N N N 147 34 0.8 249 138 51 80 50 2.1 1.91 2.46 0.21 79
463 51 M 1.67 69.5 100 24.92 120 80 82 N N Y N N N N N N N N Y N N N N 214 238 7.39 28 0.9 150 218 47 138 30 1.83 1.35 3.09 0.08 98.5
464 47 M 1.672 75.1 92 26.86 120 80 84 N N N N N N N N N N N Y N N N N 235 299 7.4 36 1.1 145 188 36 120 29 6.48 1.27 3.26 0.58 79.5
465 42 M 1.625 72.2 99 27.34 120 80 82 N N Y N N N N N N N N Y N N N N 179 333 7.85 21 1.1 146 197 39 132 29 2.32 1.38 3.38 0.25 82.4
466 56 M 1.645 83.3 104 30.78 140 90 88 N Y N N N N N Y N N N Y N N N N 102 138 17 1.2 144 169 37 98 29 0.81 1.03 3.04 0.1 67.2
467 54 F 1.56 87.4 110 35.91 140 90 86 N N Y N N N N N N N N Y N N N N 235 304 8.11 24 0.94 189 227 40 130 38 1.98 0.96 2.9 0.27 68.8
468 73 M 1.655 78 92 28.48 120 80 76 N N N N N N N N N Y N N N N N N 89 120 33 1.3 136 212 53 102 27 2.03 1.37 3.14 0.2 54.1
469 63 F 1.61 80 110 30.86 150 70 88 N Y Y Y N N N N N N N Y N N N N 163 178 7.2 34 1.19 164 256 52 167 33 2.65 1.37 2.36 0.28 48.5
470 55 M 1.8 80 92.5 24.69 136 90 82 N N N N N N N N N Y N N N N N N 102 109 21 0.75 135 175 31 114 21 6 1.05 3.25 1.36 103.3
471 27 M 1.724 58.5 78 19.68 110 80 76 N N N N N N N N N N N Y N N N N 88 88 23 0.66 57 130 35 79 11 1.89 1.43 4.12 0.09 132.5
472 52 M 1.68 57.4 83 20.34 150 90 84 Y N Y N N N N N N N N Y Y N N N 272 361 9.44 19 0.7 82 175 33 113 16 3.11 1.29 2.59 0.33 108.5
473 60 F 1.575 75.7 107 30.52 110 60 80 N Y N N N N N N N Y N N N N N N 87 118 25 0.77 74 206 61 124 15 1.05 1.37 3.35 0.24 83.9
474 60 F 1.49 85 106 38.29 110 70 88 N N N N N N N N N N N Y N N N N 108 114 15 0.49 84 154 40 92 17 3.76 1.05 3.12 0.1 105.9
475 60 F 1.555 63 97 26.05 130 80 78 N Y N N N N N N N N N Y N N N N 107 142 18 0.64 103 227 43 150 21 5.54 1.08 2.83 0.07 97
476 29 M 1.57 73 95 29.62 130 80 84 N N N N N N N N N N N Y N N N N 78 97 19 0.71 115 169 41 105 23 1.41 1.17 3.48 0.07 126.8
477 48 F 1.605 86.3 107 33.50 150 90 78 N N N N N N N N N N N Y N N N N 190 128 5.21 15 0.58 78 169 47 97 16 5.03 1.12 3.05 0.08 109
478 57 M 1.69 89 110 31.16 160 110 82 N N N N N N N N N N N Y N N Y N 123 172 5.02 19 0.83 161 181 39 113 32 2.59 1.27 3.6 0.22 97.7
479 51 F 1.453 49.4 91 23.40 110 70 82 N N Y N N N N N N N N Y N N N N 141 185 7.7 17 0.52 165 173 42 105 33 3.07 1.24 3.68 0.06 110.6
480 28 M 1.78 71.6 89 22.60 120 80 68 N N N N N N N N N N N Y N N N N 84 87 19 0.79 59 132 42 77 12 2.43 1.26 3.55 0.07 122.2
481 44 M 1.68 101 114 35.79 140 100 78 N Y Y N N N N N N N N Y N Y Y N 212 129 5.9 28 0.7 161 207 46 133 11 2.78 1.19 3.08 0.14 114.8
482 35 M 1.662 52.9 68 19.15 120 80 86 N N N N N N N N N N N Y N Y Y N 80 94 16 0.67 87 181 30 126 17 1.01 1.16 3.37 0.16 124.5
483 55 F 1.48 97.6 119 44.56 140 90 76 N Y Y N N N N N N N N Y N N N N 129 152 7 15 0.62 84 149 47 84 17 1.92 1.01 3.15 0.12 99
484 41 M 1.668 68 97 24.44 120 90 78 Y N N N N N N N N N N Y N N N N 96 108 21 0.94 81 135 34 88 16 1.59 1.06 3.17 0.3 100.3
485 52 M 1.69 74 88 25.91 120 80 78 N N N N N N N N N N N Y N N N N 82 85 25 0.9 125 197 27 150 25 1.89 1.06 3.04 0.19 97.9
486 36 M 1.8 83 94 25.62 130 80 66 N N N N N N N N N N N Y N N N N 79 76 25 0.7 126 185 39 129 25 1.88 1.04 3.65 0.28 121.4
487 42 F 1.615 65.4 95 25.07 100 70 78 N N N N N N N N N N N Y N N N N 72 137 15 0.5 141 203 30 149 28 4.49 0.94 2.66 0.02 119.4
488 52 M 1.68 75.2 99 26.64 120 70 84 N N N N N N N N N N N Y N Y Y N 84 169 5.7 21 0.7 356 257 41 171 71 7.47 1.13 3.23 0.15 108.5
489 45 M 1.668 88.4 109 31.77 110 70 80 N N N N N N N N N N N Y N N N N 83 129 15 0.7 134 208 28 154 27 1.64 1.2 2.79 0.09 114
490 45 M 1.77 74.1 99 23.65 140 70 82 N N Y N N N N N N N N Y N Y N N 243 444 8.64 21 0.7 66 102 33 57 13 2.05 1.53 3.04 0.06 114
491 40 F 1.537 77.5 96 32.81 110 80 76 N N N N N N N N N N N Y N N N N 94 133 16 0.6 197 193 30 132 39 2.84 1.67 3.49 0.16 109.3
492 35 M 1.653 77.6 104 28.40 140 100 76 N N Y N N N N Y N N N Y N N Y N 329 461 8.83 24 0.9 288 217 39 148 58 1.79 1.41 3.31 0.09 110.3
493 39 M 1.55 90.9 118 37.84 120 70 80 N N N N N N N N N N N Y N N Y N 72 121 18 0.6 124 213 40 156 25 1.51 1.37 3.48 0.1 126.7
494 33 M 1.65 57.1 82 20.97 110 80 82 N N N N N N N N N N N Y N N N N      103 16 0.7 69 187 36 136 14 1.51 1.39 3.48 0.1 124
495 61 F 1.5 56.8 97 25.24 120 80 86 N N N N N N N N N N N Y N N N N 86 113 24 0.5 120 197 36 143 24 4.02 1.25 3.45 0.22 104.5
496 68 M 1.62 66.1 98 25.19 140 80 78 N Y Y Y N N N N N N N Y N N N N 114 7.4 17 1.2 196 150 36 91 34 3.37 1.78 2.75 0.05 61.8
497 41 F 1.49 68.1 98 25.18 120 80 82 N Y Y Y N N N N N N N Y N N N N 95 208 6.2 15 0.5 333 154 36 64 67 3.53 1.12 3.05 0.05 120.2
498 43 F 1.565 49.4 86 20.17 100 70 86 N Y N N N N N N N N N Y N Y N N 57 226 6.4 23 0.5 102 173 34 122 20 0.963 1.19 2.96 0.05 118.5
499 32 M 1.7 86.9 98 30.07 140 90 84 Y N Y N N N N N N N N Y N N N N 107 225 7.8 24 0.5 260 197 38 111 52 1.33 1.26 3.66 0.1 143.4
500 37 M 1.63 66 83 24.84 130 90 70 N N N N N N N N N N N Y N N N N 98 133 19 0.9 99 188 40 107 20 4.05 1.11 2.98 0.06 108.7
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CASE RECORD FORM 
 
Serial No:                                                                              Hospital No  OP/ IP 
Name of the Subject: 
Age:                                                                                  Sex: 
Address: 
 
 
Location:  urban/ semi urban/ rural 
 
Height:                             Weight:                     BMI:                     Waist circumference 
 
B.P                                                Pulse rate:  
Provisional Diagnosis: 
 
Past History:   
 
 
 
H/O any drug intake: 
 
 
Present Complaints: 
 
 
Personal History:Occupation; Farmer / Non farmer: 
If Farmer exposure to Agro-Chemicals: 
If Non farmer Exposure to dye /toxic chemicals like lead/others : 
 
Substance Abuse: 
Family History: 
 
INVESTIGATION 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
 
Other relevant Investigation if any: 
TEST RESULT 
Blood Sugar          Fasting       (mg/dl)  
                              Post Prandial(mg/dl)  
                              Randoma(mg/dl)  
Blood Urea(mg/dl)  
Serum Creatinine(mg/dl)  
Lipid Profile                      Triglyceride(TGL)(mg/dl)  
                                         Total Cholesterol (TC)(mg/dl)  
     High Density Lipoprotein Cholesterol(HDLc)(mg/dl)  
     Low Density Lipoprotein Cholesterol(LDLc)(mg/dl)  
VeryLow Density Lipoprotein 
Cholesterol(VLD)(mg/dl) 
 
Thyroid Profile      Thyroid Stimulating 
Hormone(µIU/L) 
 
                               Free Thyroxine (FT4) (pg/ml)  
                               Free Triiodothyronine (FT3) (ng/ml)  
Spot  Urine Protein Creatinine ratio (UPCR)  
Estimated Glomerular Filtration Rate 
(eGFR)ml/mim/1.73m
2
) 
 
  
 
 
Consent Form 
You are requested to participate in a study conducted in the 
Department of Biochemistry, Chennai Medical College Hospital & 
Research Centre, Irungalur, Trichy, Tamilnadu titled “A study on eGFR, 
Protein –Creatinine ratio, Thyroid and Lipid profile in assessing risk 
factor for renal dysfunction ”. Your participation in the study is 
voluntary 
 There will be no cost for  participating in the study 
 Your participation is not a compulsion 
 You have the right to withdraw from the study at any time. 
 
Nature of Study: 
 If any abnormalities are identified, you will be informed for 
further consultation. 
 The results of this study will be kept confidential 
We believe that the results of this study will be beneficial for 
advancements in medicine & Science.  We assure you that we will not 
use these result for any other purpose. 
 
Consent 
I Mr /Mrs / Ms______________________________________________________________ 
residing at _____________________________________________________________________ 
____________________________________________________________on this day 
___________________  after having read the consent form carrying 
information for the above mentioned study and I hereby give my 
consent to take 4ml of my blood sample for the purpose of doing serum 
electrolytes. I was explained about the procedure in detail and give my 
consent for participating in the study and for using the results for 
Medical & Scientific purposes. 
 
 
Signature of the participant     Signature of Witness 
Signature of the Investigator   
 
 
Chennai Medical College Hospital & Research Centre 
Irungalur, Trichy – 621 105.  
சென்னை மருத்துவக்கல்லூரி மருத்துவமனை மற்றும் ஆராய்ச்சி னமயம்,  
  இருங்கலூர், திருச்சிராப்பள்ளி - 629165 
 
ஒப்புதல் படிவம் 
 
சென்னை மருத்துவக்கல்லூரி மருத்துவமனை மற்றும் ஆராய்ச்சி னமயத்தின் உயிர் வவதியியல் துனையில் 
நடத்தப்படும் இ.ஜி.எப்ப்.ஆர், புரதம் - கிவரட்டினின் விகிதம், னதராய்டு மற்றும் சகாழுப்பு சுயவிவரம் 
ஆகிவற்றிைால் சிறுநீரக செயல் பிைழ்ச்சியின் ஆபத்து காரணினய மதிப்பிடும் ஒரு ஆய்வில் பங்வகற்குமாறு 
உங்கனை வகட்டு சகாள்கிவைாம்.  
x இப்பரிவொதனைக்கு ெம்மதிப்பது உங்கள் விருப்பத்னத சபாறுத்தது.  
x இச்வொதனைக்கு கட்டணம் கினடயாது.  
x கட்டாயம் ஏதும் இல்னை.  
x பரிவொதனையில் இருந்து எந்வநரமும் விைக தங்களுக்கு முழு உரினம உண்டு.  
 
இந்த ஆய்வின் முடிவுகள் மருத்துவம் மற்றும் விஞ்ஞாை முன்வைற்ைத்திற்கு உதவும் என்று 
கருதுகின்வைாம். இனவகனை வவறு எதற்கும் பயன்படுத்தப்பட மாட்டாது எை உறுதியளிக்கிவைாம். 
 
ஒப்புதல் 
 
நான் திரு/ திருமதி/ செல்வி/______________________________________________________________ 
முகவரி_______________________________________________________________________________
_________________________________________________________நாள்___________________ அன்று 
வமற்கண்ட ஆய்விற்காக தகவல் படிவத்தினை  படித்து, வகட்டு, புரிந்துசகாண்டு இந்த ஆராய்ச்சிக்கு 
வதனவயாை வொதனைக்கு என்னிடம் இருந்து 5 ml இரத்தம் எடுத்து சகாள்ை அனுமதிக்கிவைன். என் 
மைப்பூர்வமாை ெம்மதத்னத அளிப்பவதாடு இந்த ஆய்வின் முடிவுகனை  மருத்துவம் மற்றும் விஞ்ஞாை 
வநாக்கத்திற்கு பயன்படுத்த ஒப்புதல் அளிக்கிவைன்.  
 
 
பங்வகற்பாைர் னகசயாப்பம்   
     
 
நடுநினை ொட்சியின் னகசயாப்பம் 
 
 
ஆய்வாைர்/ ெம்மதம் சபறுபவர் னகசயாப்பம் 
சென்னை மருத்துவக்கல்லூரி மருத்துவமனை மற்றும் ஆராய்ச்சி னமயம்,  
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